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Introduction

The central Agency for Mobilisation and statistics siated that the
number of children ranging between 9-15 years of age are about
9,642,042 (16.26%) of the total population, (4,719.843 males and
4,421,900 fernales), according to the 1996 census.

The prevalence rate of epilepsy in a sample of Egyptian community
was (12.9/1000), and it is higher in rural Areas (15.8/1000) than in
urban anes (9.4/1000). (Tallawy et al. 1996).

So. the at-risk group to considered will constitute 124,382 . It
represents a great problem, as these children are the back bone of our
community, and being epiteptic is a danger which will affect thetr

personality, cognitive functions and achievement.

Unfortunately there is no epidemiological study for epileptic children

in age group between 9-15 years.

The prevalence was 4.2 in 1,000 in children aged up to 16 years in
Sweeden country. (Sidenvall, et al., 1995)

According to Sweden estimation there is about 2-3/1000 of the Sweeden
study concern the age of 9-15 years. This means that in  Suedes, there

is about 12000-18000 child in this age group are susceptable for epilepsy
The importance of lightning the problem of cognitive dysfiinction in
eptleptic children stemed from the fact that these group of children. who

are considered to be the future productive & driving power of the society.

* Arabic References



Aim of the Study

This study is designed to identify differences betuwreen o groups of
children affected with epilepsy.

Aim of the work was designed to answer a number of questions :

What are the profiles of cognitive dysfunction of Grand Mal
Epilepsy compared to Temporal Lobe Epilepsy in a sampie of Egyptian
epileptic children ?

Is it possible to prevent cognitive deterioratioin in Egyptian epileprtic
children or to reduce its sequalae ?

What is the effects of antiepileptic drugs (AED'S) on cognitive and
psychological functions ?

Does psychodemographic variables have contriburion to cognitive
and psychological day functions ?

It is possible to prevent personalily deterioration in Egyplian epileptic ildren or to rediee

is sequlae ?
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Epileptic children:; cognitive
Jyunctions & Behaviour

Cognitive junctions
Ejject of Epilepsy on Memory
Behaviour



I- Epileptic Children; Cognitive function & Behaviour:

Overall. children with epilepsy have poorer concentration and mental
processing and are less alert than age-matched controls. The relationship
between cognitive functioning and epilepsy is complex. however, with
widely differing degrees of intellectual impairment - ranging from minimal
to severe and progressive - related to diverse types of epileptic seizures,
syndromes, and etiological factors. Prolonged and frequently repeated
seizures are typically associated with more severe effects on cognitive
Jfunctioning, particularly if epilepsy is symptomatic i.e.. secondary to a
demonstrable brain lesion. A combinationi of such factors may com:n‘but‘e
to the mental deterioration seen in many children suffering from severe

epilepsy. (Dam 1990)..

However, there are also reports of children with epilepsy having
normal or higher than average mean scores on IQ tests which is not
significantly different from control groups or their own siblings supporting
the notion that a seizure disorder can be compatible with the normal

range of intellctual abilities (Cull 1988 )

Recently, attention has been drawn to the Sact that IQ levels can
fluctuate markedly in children with a seizure disorder. It is, therefore,
important to bear in mind that, with respect to prognosis, a single
assessment may be misleading, and a more reliable pattern of ability will
be shown on repeated testing (Bourgeois et al., 1983; Rodin et al.,
1986).

Cognitive impairment is regarded as the link between epileptic

conditions and the inability to learn in school. The neuropsychological
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approach to learning disabilities in epilepsy. therefore. first concentrates
on analyzing the differential effects of epileptic factors on cognitive
Junction. The impacy of seizure activity, localization of epileptogenic food
and antiepileptic treatment on cognitive functioning can be evaluated
based upon the results of continuous assessment with a computerized
neuropsychological test system. Second learning disabilities may be
evaluated on observations made during classroom performance. Three
issues seem to predominate in learning studies among disabled children
with epilepsy : test-retest variability, deterioration, and the supposed

specificity of the learning disabilities. (Aldenkimp et al 1990).

[l

Cognitive function :

Most children with epilepsy do not have learning disability but a
small subgroup of children shows decreasing I.Q. because mental age
does not increase at the same rate as chronological age. Our prerious
extensive studies have failed to show any relationship between LQ.
decrease and age of onset of epilepsy, total number of seizures,
antieplieptic medicaion, sex, or initial 1.Q.

These results suggest that if children with gross EEG abnormality
are offered early treatment, cognitive slowing might be avoided in some
cases. Effective treatment in all these conditions might avoid or limit

permenant cognitive impairment. (Fowler et al, 1995)

Aetiologically :
The neuropsychological changes obserbed after right temporal lobe

resections indicate a role in memory for nonverbal material by the



nondominant temporal lobe. but the relative contribution of the
hippocampal subfields to this process has not been established.

These findings provide further evidence of a role of the right
hippocampus (and possibly the left) in nonverbal memory and the

presence of subfield specificity. (Mat Kovic et al, 1995).

Although patients with left hippocampal atrophy (HA) have
predominantly verbal memory deficits, the relationship between degree of
HA and severity of memory impairment has not been extensively
investigated. The degree of right HA and severity of nonverbal memory
impairment were not associated. There is a close association between left
HA and verbal memory deficits. Intact nonverbal memory is not a reliable

indicator of a normal right hippocampus. (Kilpatrick et al, 1995).

The effect of TLE on cognitive potentials apparently is not due to
overall hippocampal atrophy and sclerosis affecting all effective
Refractory periods (ERPs) equally, but instead may show material-specific
differences with possible consequences Jor neuropsychological

performance. (Grunwald et al, 1995).

The atieplieptic drug vigabatrin (VGB) increases brain levels of the
major inhibitory neurotransmitter y-aminobutyric acid (GABA) through
inhibition of GABA transaminase, the enzyme which catalyzes the

breakdown of GABA.The findings thus far show Jew cognitive side effects

of VGB and suggest that the cognitive effects of barbiturates and



benzodiazepines are not the simple resuit of enhanced GABA nergic

activity. (Kimford 1995).

Aetiologically, there are two groups of epilepsies. The ‘idiopathic’ or
‘uncomplicated’ epilepsies. where no cause can be established. and
symptomnatic epilepsies which are associated with organic pathology or

complicated by other neurological problems.

In symptomatic epilepsy IQ scores are significantly lower than those
of children with idiopathic epilepsy. Conversely, children with idiopathic
epilepsies are more likely to conform to the expected normal distribution
Jor intellectual ability (Cull 1988 ).

As a corollary to this. Ellenberg et al. (1984) have presented
evidence that neurological status withing the first year of life. prior to the
first seizure, may be an important prognostic indicator with respect to

intellectual ability at seven years of age.
Thus, an organic aetiology for the seizures or a seizure disorder

complicated by further neurological problems would appear to be a poor

prognostic indicator for intellectual ability and schoolastic performance.

Seizure variable :

type :

In contrast to findings in adults, little is known about cognitive
dysfunctions in children and adolescents with temporal lobe epilepsy.
Therefore, we investigated whether the neuropsychological profiles of
children were related to site of Jfocus and determined which changes in

cognitive performances resulted from partial temporal lobe resection.

-6 -



(Lendt et al, 1995). found that LT patients showed a decrease in
performance in verbal (50%) and visual memory (42%). RT patients
showed mainly a loss in visual memory (38%). Preoperative profile and
postoperative findings suggest global cognitive dysfunction in children
and adolescents with LT impairment. which emphasizes the significance

of the left hemisphere for children’s cognitive development.

The relationship between seizure type and intellectual ability is
unclear. However, some investigators have found no relationship berween
petitmal seizures and IQ. Children with grand mal seizures. psychomotor
or partial seizures have also been found to be unimpaired on tests of

intellectual ability.

In a direct comparision of different seizure types. found thar children
with partial seizures obtained better scores on some Wechsler subtests

than did those with generalized | Cull 1988 ).
Some studies have found no difference in the degree of retardation

with respect to seizure type (Keith et al., 1955).

Little in the way of a clear relationship between seizure rype and
poor attainments or educational underachievement has been reported

although major seizures have been implicated but focal seizures have not

(Cull 1988 - ).

Age of onset :

By contrast, an early age of onset of the seizure disorder has more

consistently been associated with lower IQ values.



A long duration of seizure disorder has been negatively assoclated
with IQ in three studies (Cull 1988 ).
An early age of onset and longstanding duration of epilepsy have

also been implicated in learning difficulties (Rodin, 1968).

Seizure frequency :
Partial seizures account for 40% of childhood seizures. Prognosis

depends on association with definite cerebral lesions.

Therapy with either CBZ or PB was equally effective in seizure

control. Maria, 1995).

With respect to seizure frequency, the evidence would support the
thesis that frequent seizures may have a detrimental effect on IQ
(Cull 1988 ).

The degree of seizure control would also seemn to be important. good

control being associated with higher IQ values. But again, there are
conflicting reports (Halstead, 1957)
It would seem that attainments and learning patterns are not related

to seizure frequency, although, again, seizure control may be important

(Cull 1988 ).

EEG :

An abnormal EEG would seem to be associated with a low IQ. No
clear relationship has been sestablished with respect to attainments and

school performance (Cull 1988 ).



Findings indicate that memory functions of the epileptic dominant
hemisphere are weakly disrupted. whereas memory functions of the
epileptic nondominant hemisphere are more strongly disrupted.
Consequently, memory functions of the epileptic dominant hemisphere are
relatively good, but memory functions of the epileptic nondominant

hemisphere are very poor. (Sang, 1995).

Antiepileptic medication :

The differences in memory performance before and after valproate
(VPA), pheytion (PHT), or carbamazepine (CBZ) discontinuation were not
significant in any patient. We conclude that the memory effect of
Phenobarbitone (PB) therapy was mostly transient. Effects of VPA, PHT.
and CBZ require further study. (Ming Xu et al, 1995).

The results suggest that VGB exerts as slight. selective. and

transient effect on cognitive functions. (Czapinsk et al, 1995).

Oxcarbazepine (OCBZ), the 10-keto analogue of carbamazepine
(CBZ), has a different metabolic profile from the older agent, avoiding
production of the pharmacologically active CBZ-10, 11 -epoxide.

A preliminary report comparing the cognitive effects of OCBZ and
phenytoin in newly diagnosed epilepsy showed no difference between
the drug. OCBZ is a promising new antiepileptic drug that may have a
bening effect of cognition at therapeutic dosage. (Brodie, 1995).

Sex :

The finding with respect to sex and intellectual ability are

-9-



confilicting. Early studies Feport a superiority for boys or no difference.

whereas others have found girls to be superior.

There is however. some suggestion that boys are more likely to

underachieve at school. and to be impaired with respect to reading skills

(Cull 1988 ).

Family and environmental influence :

Environmental factors have received scant attention in the epilepsy
literature. The few available studies suggest that parental attitudes and
the reactions of a child’s peer can influence the academic attainment and

school performance of the child with epilepsy. ((Cull 1988 ).

Behaviour :

The major contributions of the behavioral approach to epilepsy has
been (a) the recognition that external Jactors influence the probability of
occurrence, the start, duration, intensity, and inhibition of the epileptic
seizure; and (b) the teaching of the individual to identify these “risks”™ and
learn to cope with these Jactors in a way that prevents or reduces risk for

and even aborts seizure occurrence. (Anne, 1995).

Prevalence of behaviour disorder :
Twenty-four percent of patients were clinically anxious. 10% were
clinically depressed, and approximately one fifth felt stigmatized by their

epilepsy. Many side effects of antiepileptic drug treatment were reported,

- 10 -



with CNS side effects being the most common. Rates of employment and
marriage were low as compared with the U.K. national average.

Multiple regession analysis was conducted to establish the
contribution of cl;’nical and demographic variables (age. sex. duration.
seizure type, freqﬁency, and severity) to psychosocial functioning. (Gus.

et al, 1995).

Factors affecting behaviour :

Aetiology :

i

Organic pathology has been reported for the majority of children
exhibiting behaviour disorders and large numbers of children with
behaviour disorders have been found in brain-damaged populations

(Christine, 1988).

Single-gene partial epilepsies have recently been recognized in
which affected individuals have homogeneous partial seizure semiology
within syndromes such as autosomal dominant nocturnal frontal lobe
epilepsy (ADNFLE) and autosomal dominant rolandic epilepsy. We
describe a single-gene partial epilepsy syndrome with different
electroclinical partial seizure semiology in different individuals. (Ingrid
et al, 1995).

Epilepsy variables :
Seizure type :

The relationship between behaviour disturbance and seizure type is

11 -



even less clear. An increased occurrence of behaviour disorder has been
Jound to be associated with focal seizures, temporal lobe epilepsy;
complex partial seizures; grand mal seizures; and petit mal seizures

(Christine, 1988).

Behavioral disorders (apart from peri-ictal phase), especially
aggression, have been observed in adults and children with temporal lobe
epilepsy (TLE) in about one third of cases.

Fifty-eight percent of the children with behavioural distubances
showed improvement of their psychic disorder after surgery. All these

patients remained seizure-free. (Kowalik et al, 1995).

Age of onset :
There is increased rates of behaviour disturbance with early age of

onset, there are conflicting reports concerning the role of duration of the

seizure disorder (Christine, 1988).

Seizure frequencey :

Positive associations between seizure Jrequency and behaviour
disturbance have been reported in some studies (Christine, 1988).

The possibility of psychological intervention for the management of
seizures seems promising, especially for patients whose seizures are not
controlled by medication.

Seizure reduction was maintanined at 4 and 8-week follow-up,
suggesting that group-based psychological intervention can be
beneficial for the managment of epileptic seizures. (Spector et al,
1995).
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EEG :

Significant clinical benefit was manifested in good control of epileprtic
seizures. especially generalized and partial complex seizures and
epileptic status with abnormal EEG in 60% of patients. Improvement in
cognitive functions and psychological disturbances was achieved in 85%
of treated children. The psychotropic effect of Tegretol CR was effective in
periodical psychotic and behavior disturbances in epilepsy. There was no
incidence of adverse reaction. and all children tolerated the drug well.

(Ignatowicz et al, 1995).

Antiepileptic medication :
Drug-related Antiepileptics (AE) were observed consisting mainly of
irritability, hyperactivity, behavioral disturbances, and drowsiness.

(Gherpelli et al, 1995).

VGB was effective in achieving both excellent seizure control and
behavioral improvement. vigabentine (VGB) was well tolerated: (Dana et

al, 1995).

Phenobarbitone, phenytoin, and sodium valproate have all been
implicated in behavioural disturbance. However, sodium valproate has
also been suggested to exert no significant effect on behaviour, and
beneficial effect have been reported for phenytoin. Carbamazepine has
been associated with considerable improvements in behaviour: however,

a small number of children may show idiosyncratic negative reactions

( Cull1988 ),

- 13-



(Harry 1995) found in the original data Jrom my work with
felbamate, noting its relation to symptoms of depression. psychosis. and
apathy syndromes. and review of the literature on the early data
available on behavioral manifestations related to the use of lamotrigine,
vigabatrin, gabapentin, oxcarbazepine, zonisamide, flunarizine,
stiripentol, tiagabine, and other AEDs will be reviewed. Clinical

implications, theoretical mechanisms of action.

Sex :

No significant difference between the number of boys and giris

exhibiting behaviour disturbance has been reported in some studies.

Aggressive, antisocial behaviour disorders have been associated

with boys, whereas neurotic disturbances are Jound more frequently in

girls( Cull 1988 ),

Family and environmental influences :

We believe close and rich communication between many families
and hospital staffs and sharing the diffculties with which their farnilies
are dealing is necessary, particularly when patients have behaviroal
difficulty in addition to seizure disorders. (Teruyo et al, 1995).

Limited physical activity and fitiness probably result from factors
such as fear of inadequacy, overprotection or insufficient information and
might seriously influence the general health and quality of life.

(Bernhard et al, 1995).
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Music therapy :

Music therapy provides a social relationship contained within
therapeutic boundaries. In this presentation. ue assess at the interaction
of music therapy with a child with intractable epilepsy who has
developed a series of ritualized behaviors. We trace the music therapy
sessions in a 12-month period and observe music as the link between the
child and the therapist which gives him the security to alter slowly some

of his behaviours. (Kate et al. 1995).

Behaviour and cognitive Function

There seems to be a clear link betwween poor cognitive function and
behaviour disturbance. Thus low IQs are more likely to be associated
with behaviour disorder., similarly for poor school performance.

Thus. it can be tentatively concluded that intellectual ability may be
influenced by the presence of brain damage. factors related to the
epilepsy itself and an abnormal EEG. and may be exacerbated by

anti-epileptic medication.

Poor attainments and scholastic ability are accounted for in part by
a low IQ, but there remains a significant number of children of good

intellectual ability who are underachieving.

Aetiology, factors related to the epilepsy itself, EEG abnormality,
gender and medication, may all have a role to play in the genesis of

behaviour disorder. { Cull 1988 ).

Family activity in new-onset Epilepsy :
Children with epilepsy have more social problems and participate in

Jewer social activities than their peers. Increased parental supervision
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and decreased family leisure activities have been hypothesized to
contribute of these social problems.

Reduced child activity was related to seizure frequency (chi square =
10.5, p < 0.01) but to parent supervision of family leisure activity. (Joan

et al, 1995).
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Effect of Epilepsy on Memory

In general, the literature suggests that epilepsy is associated with
an increased risk‘of cognitive problems, especially memory dysfunctions.
We examined memory functions in patients with epilepsy who all
complain of memory problems in daily life.

The relationship between memory tests and epileptogenic factors
such as etiology, age at onset, number of years with seizures, seizure
Jrequency, and antiepileptic medication was explored. (Hendriks et. al,

1995]). ‘

Factors Influencing Memory Disorders in Epilepsy :

1- brain damage :

In patients with left (dominant) temporal lobe epilepsy (TLE). a
typical neuropsychological finding is impairment of verbal long-term
memory. Epilepsy surgery, however, also carries the risk of inducing
additional neuropsychological deficits, however, we noted that the
postoperative neuropsychological outcome with regard to delayed free
recall capacity can be predicted accurately by the corresponding
negativity of the right medial temporal lobe (r= 0.83, p < 0.0005). (Elger
et al, 1995).

These results argue that the hippocampal region plays a more

important role than the entorhinal cortex in human memory. (Miller et.

al, 1995).
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2- The frequency of seizures :

The frequency of seizures does play a role, both directly and
indirectly. Directly, because seizures with loss of consciousness disturb
mental functioning, not only duing the seizure but also afterwards,

sometimes for several days.

An ongoing process may occur in chronic epilepsy because of
cerebral damage due to repeated seizures.

Decreased performances are correlated with increasing discharge
rates, or length of the discharges, and generalized discharges are worse
than focal discharges, (Pierre et al 1988). '

Glowinski (1973) considered that subictal electrical discharges in

temporal lobes disturb memory functioning by directly interrupting

memory storage.

3- Duration of fits :

A long duration of epilepsy impairs memory functioning. Ten years
appears to be a crucial ength. In fact, a long duration generally means
seizures repeated during many years, and a prolonged therapy. So
neither the duration nor the frequency is an independent variable. (Pierre
et al 1988).

4- Age at onset

An early onset is a recognized deleterious factor. Besides childhood
is a very important period for learning, a period during which one learns
how to learn. (Pierre et al 1988).
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5- EEG and clinical epilepsy

Considerable evidence has confirmed a complementary
specialization of the temporal lobes for information processing and
retention in man.

According to this hypothesis, early isolated cerebral lesions of the LH
will strongly influence cognitive functions of the RH, whereas isolated
lesions of the RH do not influence LH functions to the same extent due to

a lesser reorganization capacity of the LH. (Bélling et al, 1995).

Anticonvulsant drugs

Cognitive effects are sometimes the effects of chronic treatment, but
most of our knowledge is produced by normal volunteer studies that use
periods of drug exposure varying from 1 day to 1 month. (Aldenkamp,
et al, 1995).

Patients with toxic levels perform worse than patients with non-toxic

levels (Matthews and Harley, 1975).

Phenobarbital, phenytoin and primidone intake is clearly an
important factor responsible for memory impairment in epileptic

patients.

Sodium valproate and carbamazepine are certainly less toxic
(Dodrill et al.1977).

Results suggest that VGB may be considered a first-choice drug in
focal epilepsies with CPS and a valid alternative when other
monotherapies are ineffective or poorly tolerated. (Paolo et al, 1995).

Studies of the cognitive effects of tiagabine (TGB) have already been

completed in three countries. The world-wide data collected to date
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suggests that TGB offers relief from seizures without significant cognitive

side effects. (Dodrill, 1995).

However, anti-epileptic drugs cannot entirely account for the defect

in memory noted in epileptic patients. (Pierre et al 1988).

Emotional state and Memory :

A patient’s emotional state of motivations may alter memory

performance (Lishman, 1972; Hirtz et al. 1985).
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Relation between childhood epilepsy and cognitive

deterioration :

The number of children with epilepsy who experience difficulties at

school is significantly greater than in their non-epileptic peers.

On the other hand. their performance is no worse than that of

children with learning problems or of behaviourally disturbed children

Impaired performance is seen particularly on tests of reading,
spelling, arithmetic and word recognition (Seidenberg et al., 1986}, bur
not on design copying (Ross et al.1978) or tests of a creative rather than

academic orientation Ross, 1973.

Poor performances have been reported on tests of psychomotor
function, even in the presence of a normal IQ. By contrast no differences
with respect to memory functions have been reported in comparision with
matched control groups.( Cull 1988 . ),

A useful framework for examining childhood epilepsy and cognitive
deterioration is provided by confsidering the following questions. 1. Is
epilepsy associated with deterioration ? 2. Does epilepsy cause
deterioration ? 3. Does deterioration cause epilepsy ? 4. Do both epilepsy
and deterioration reflect some underlying causative brain abnormality ?

5. When epilepsy and cognitive deterioration occur together, what factors

might be important ? ( Besag, 1988 )

Most of these quesion can be answered through the
Jollwoing conclusions .

1. Most children with epilepsy are of normal intelligence and their

intellectual ability does not deteriorate.
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Because of this. group epidemiological studies are unlikely :o

demonstate any effect of epilepsy on intellectual functioning.

A small sub-group of children who have epilepsy do deteriorate

intellectually.

Some of the children with epilepsy who deteriorate have

recognized preexisting brain damage but some do not.

A bsence seizures, unaccompanied by seizures of other types.
probably have a good prognosis. Infantile spasms and the
Lennox-Gastaut syndrome generally have a poor prognosis for
Jfuture intellect. Mixed epilepsy, when several seizure types occur

together also probably has a poor prognosis.

Status epilepticus can undoubtedly cause intellectual and

neurological deterioration.

There is a possibility that phenytoin causes a chronic

encephalopathy with intellectual deterioration.

Whenever a child deteriorates intellecually, with or without
seizures, the possibility of cerebral pathology must always be

considered, e.g. neurodegenerative disease brain tumour.

In those children with epilepsy who do deteriorate, although there
is conflicting evidence, the literature suggests that early age of
onset, frequent seizures, prolonged seizures. association with
pre-existing brain damage and mixed seizure type may all

contribute to the intellectual deterioration. ( Bcsag, 1988 )
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Anxiety and Mood changes in Epilepsy :

Anxiety :

Anxiety and depression are the most common psychiatric conditions
associated with epilepsy. Understanding the development & maintenance
of these symptoms requires investigate of interrelations berween
biologicial and psycholocial factors. They have attemped. using a
multietiolocial model, to investigate certain Cognitive mediators that may

be movwed (John et al., 1995)

Depression : ,

Depression has been associated with epilepsy since some of the
earliest medical recordings.

Depressive mood disorders are often associated with epilepsy, and
the severity of depression may seriously influence the prognosis of the
disease, thus increasing the risk of suicide. Therefore. anti-epileptic drugs
(AEDs) combined with anti-depressants (AD) are often routinely
administred clinically. Determination of plasma levels of some of these
drugs has allowed evaluation of the kinetic modifications in the course of

such combined therapies, with doses adjusted in case of subtherapeutic

or toxic levels. (Monace et al., 1995).

Peri-Ictal Depression

Characteristically, the alteration of mood lasts longer than an aura
or postictal automatism, and it can have dangerous consequences, as
evidenced by Betts (1982) who reported a patient who cut his throat

during an ictal depressive state.
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Prolonged depressive mood swing have been recorded during status

epilepticus (Well, 1975; Lim et al., 1986).

Interictal Depression

No studies have directly addressed the question as to whether
depression occurs more frequently in people with epilepsy compared. to
other conditions, but conclusions may be drawn indirectly from the
results of investigations using standardizes rating scales. Thus, many
studies employing the Minnesota Personality Inventory (MMPI) have

indicated that depression scores are raised in people with epilepsy, with

special reference to those with psychomotor/ temporal lobe epilepsy

(Mary, 1988).

Postictal depression is a complex phenomenon generated by more

than one inhibitory system. (Mares, 1997).

Depression is more common is people with epilepsy (PWE) as
compared with control groups. Depression is associated with
psychosocial complications of epilepsy (increased life events, poor
adjustment to seizures, financial stress), but is not, by and large,
correlated with epilepsy variables such as age of onset of epilepsy or
seizure type or frequency. Antiepileptic drugs (AEDs) on the other hand
have a marked effect on mood. Phenobarbital has been implicated in the
emergence of both depressive symptomatology and suicide, and a similar
association has been shown with vigabatrin.
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Of a series of psychiarric symptoms an reactions. oniy depression
seems to predominate in idiopathic and cryptogenic epiiepsy and can be

attributed to epilepsy per se. (Bogliun, et al., 1997).

Mood disorders occur frequently in people with epilepsy, but this
applies predominantly to anxiety, depressive symptomatology and

depressive illness.

With regards to depressive symptoms, several studies using
standardized rating scales have found the depression scores to range
Jrom moderate to severe and to compare JSfavourably to studies on

depressed patients without epilepsy. (Mary 1988).
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I- The effect of Anticonvulsant drugs on mood and

cognitive function

In recent years that patients with epilepsy may suffer from cognitive

disruption or behaviour distubances has become accepted.

The effect of type of therapy on
Cognitive Function

Monotherapy

Patients were given psychological testing on a battery which
included memory, attention and concentration. perceptual speed. decision
making speed and motor speed tasks.

Experimental and clinical data suggest that lamotrigine (LTG) is
relatively nonsedative and that it has positive effects on cognition and

affect. (Colin 1995).

The potential cognitive effects associated with gabapentin (GBP,
Neurontin) administration were studied in patients with partial seizures
in a double-blind, dose-controlled, multicenter clinical trial evaluating
conwersion to GBP monotherapy and in an ongoing open-label extension

study. (John 1995).

Sabril (bigabatrin, VGB) (Marion Merrell Dow) (500-mg tablets) is a
promising new anticonvulsnat drug specifically designed to enhance
y-aminobutyric acid (GABA) function in the CNS.

Some patients who became seizure-free after the addition of Sabril
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could subsequently taper or discontinue other antiepileptic drugs. There
was evidence of adverse reactions during treatment. and tolerance was

good in all children. (Ignatowicz et al., 1995).

They evaluated safety and efficacy of Depakote (divalproex sodium.
VPA) monotherapy in the treatment of patients with complex seizures
(CPS) administred to achieve high (80-150 ug/ml) total trough plasma
concentrations of VPA, with a low VPA concentration group (25-50 ug/mi)

as active control. (Chris 1995).

They used monotheraphy with valproate (VPA) for initial trearment of
newly diagnosed epileptic patients with partial seizures. simple or
complex, and primary or secondarily generalized seizures. They had
received VPA (Convulex) 900 mg/day in divided doses.

VPA monotherapy is a good choice for initial treatment because it

has a wide spectrum of activity. (Johan et, al, 1995).

Andrewes et al. (1986) compared new referrals with epilepsy, well
controlled on single drug therapy, with either phenytoin or
carbamazepine and an untreated control group with respect to their

performance on a number of cognitive tasks.

They noticed significant differences between the groups in favour of
carbamazepine was reported to have the least effect on a number of
tasks including finger tapping, colour naming, a Peg board test, a digit
symbol substitution test, and discriminative reaction time. Phenytoin and
phenobarbitone provided the worst scores, and correlations between

deterioration and serum levels were noted (Smith et al., 1985).
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There are differences in the behavioural toxicity profile of the
anticonvulasant drugs with regards to their impact on congnitive _function.
In all of the studies carbamazepine comes out as the drug with the least
impact, while phenytoin, and where studied clonazepam, appear to have

maximal effect. {Michael et al., 1988).

Polytherapy :

Although individual drugs may thus have a different impact with
regards to cognitive function, polytherapy itself may be an important

variable.

Lowering the anticonvulsant prescription load of children improves
cognitive performance, while increasing it has a deleterious effect on
learning abilities.

Vigabatrin (VGB) has been tested in several clinical studies and to
date appears to have no demonstrable effects on cognitive function
despite its powerful anticonvulsant effect.

A difficulty of interpretation is the number of variables that may
influence cognition, such as polytherapy and seizure JSrequency, for which
these studies have not been able to control. In this study, healthy
volunteers were examined for the effect of VGB on cognitive function and
mood to assess the effect of the drug in the absence of such

contaminating factors. (Trimble et al., 1995).

The seurm valproate (VPA) concentration and the clinical effects of
polytherapy with other antiepileptic drugs [phenobarbital (PB),

clonazepam, diazepam, clobazam (CLB), and ethosuximide (ESM), were
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estimated. VPA serum levels were reduced when it was combined with
PB. CLB administered together with VPA led to an increase in the serum
concentration of the CLB. VPA serum levels showed no significant
changes when VPA was combined with either ESM or 1-4
benzodiazepines. The best therapeutic effects were noted after
polytherapy with VPA, ESM, and CLB in primary generalized seizures.
(Sobaniec et al., 1995).

II- The effect of type of therapy on Behaviour
changes.

Monotherapy :

The behaviour of more patients deteriorated on phyenytoin. and

improvements were seen with both phenobarbitone and carbamazepine.

With regards to the relationship of individual drugs to mood, it is
interesting that there at least four studies in epileptic patients showing a
significant negative relationship between serum levels of carbamazepine

and scores on a mood or behaviour rating scale.

VGB appears to be an effective and safe antiepileptic drug as
primary monotherapy, with fewer cognitive side effects than CBZ. (Reetta
et al., 1995).

All patients reported that their epilepsy had improved during the
study period; this opinion was shared by the physicians of 20 patients.
Results support the concept that successful pharmaco therapy has both
Socloeconomic consequences and a positive impact on the patients life.

(Ylinen, et. al, 1995).
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Lamotrigine (LTG) is a new antiepileptic drug (AED) chemically
unrelated to the currently used AEDs. It has proved efficacious in treating
patients with partial seizures and generalized tonic-clonic seizures (GTC)s

not satisfactorily controlled by other AEDs. (Severi et al., 1995).

Polytherapy :

Reports by (Shorvon et al., 1979), suggest that rationalization of

polytherapy brings improvement of mood.

Rationalization of polytherapy showed :

Significant improvements on rating scales of mood in particular for
anxiety and depression. Following the carbamaxepine substitution,
patients rated themselves as less arxious and more lively during the

Jollow-up period. With regards to depression.

When patients were divided into those with high or low initial
(prechange) depression scores, those with the higher scores showed
significant improvements Jollowing the change to carbamazepine. (Mary,

1988).

Discontinuation of Antlepleptic drugs :

As to EEG findings, remaining paroxysmal discharges did not
necessarily mean the occurrence of relapse, but the changes in
background acivity with age, which may indicate CNS maturation, were
significantly different between the patients with or without relapses. Our
results suggest that the factors related to age should be considered
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according to the epileptic syndrome when one decides to discontinue AED

treatment. (Tohru et al., 1995).

Immune Response and childhood convulsions :
Immune response did not correlate with clinical evolution: moreover,
difference were not observed between idiopathic and symptomatic

epileptic children. (Rancci et al., 1995).

Newly diagnosed patient :

VGB may be considered a first-choice drug in newly diagnosed
partial epileptic patients, owing to its good efficacy and tolerability profile.
(De Feo, et al, 1995).

Refractory epilepsy :
We noted no side effects of VGB. The children were continued on

combination therapy without alteration in previous anticonvulsant drugs.

(Koul, et al, 1995).

Efficacy of VGB analyzed by seizure type showed 66% of patients
with complex partial seizures to have complete remission. OQur results
indicate that VGB has significant antiepileptic activity when added to the
standard therapy of some children with intractable epilepsy. (Matinez,
1995).

TPM is a sate and valuable AED in treating some patients with
refractory partial seizures. (Kugoh, 1995).
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Status tpilepticus :

Status epilepticus (SE) demands a prompt and efficient treatment.
Overall, with standard treatment, 50-80% of all patients with SE will
respond to an appropriate therapeutic workup: the rest represent
so-called refractofy SE (RSE), with severe consequences either Sor the
RSE itself or the pharmacological risk of the more aggressive therapy
which is required. (Gonzalez, 1995).

Surgery :

“Cerebral plasticity” has been suggested to allow better
compensation for epilepsy surgery excisions if performed early rather
than later in childhood. The findings suggest that after temporal lobe
swrgery, with these pathologies and good seizure outcome, few children
have cognitive deficit and the likelihood of this is not reduced by early

surgery. (Oxbury et al., 1995).

The effects of anticonvulsants on cognitive function and behaviour
can be summerized in the Jollowing :

1) Behaviour : Carbanazepine pheytion and sod ralpment have
minimd effect and phembarbition. clon a zepam / impeir behaviour.

2) Gognitive functions : Carbamazepine and phenobarbition have
a minimized effect but clonazepam and phenobarbiton impair functions to
a greater extent. (Michael, 1988).

With regards to congnitive function. most studies contrast the more
detrimental effects of phenytoin with the least detrimental effects of

carbamazepine, drugs such as sodiumn valproate appearing to hold an
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intermediate position. Phenobarbitone and clonazepam are more likely to
be associated with the phenytoin spectrum of activity, although further

investigations of these drugs are warranted.

In contrast, with the behavioural studies, carbamazepine can be
more effectively contrasted with phenobarbitone. Several studies, and
many reports, suggest that carbamazepine is psychotropic, while
phenobarbitone may exacerbate or even precipitate affective disturbances
in adults and conduct disturbances in children. The relationship to serum
levels with regards to the behavioural profile of carbamazepine is striking

4

(Michael, 1988).

Even stronger evidence for the psychotropic effects of this drug
emerges from the growing literature of its effective use in non-epileptic
patients with bipolar affective disorder who receive curbamazepine, either
acutely in the management of mania. or for the prophylaxis of mainc

depressive illness (Post, 1985).

(Jinggang Yin, et al, 1995). compared cognitive function in 56
new epileptic patients well controlled on single-drug therapy with either
phenytoin (PHT,23) or carbamazepine (CBZ, 16) with that in an untreated
control group (17).

There were no significant differences between the groups in terms of
age, L.Q., seizure type, duration of epilepsy, duration of treatment, or
duration of seizure freedom. Serum levels of each drug were measured
immediately after testing by high-performance liquid chromatography.
Signicant differences between the groups in favor of CBZ were noted for

each of the memory tasks. Comparison of the two drug groups on word
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recall test again showed a poorer perjormance of the PHT group. In the
list-learning task, the CBZ group showed a trend to learn more rapidly
than did the PHT group during the first four trials.

No significant difference. were noted between the groups in the
decision-making task or the tracking task. The mood ratings were not
significantly different between the groups. H igher CBZ levels were related
to low rating for anxiety, depression, and fatigue. The results of the
cognitive effects of PHT and CBZ in new-onset epilepsy patients receiving
single-drug therapy are in keeping with the findings in chronic epileptic
patients, and normal volunteers, these findings have implications for the
choice of drug in the management of epilepsy and also for the reported
claims of a psychotropic effect of CBZ. (Jinggang et al., 1995).

Although it is not suggested that all of the cognitive and behavioural
problems that patients with epilepsy suffer from are related to
anticonvulsant drugs, and number of other variables are urgently in need
of further investigation in their own right, it is suggested that these data
have importance for the management of epilepsy., particulary when

patients or their relatives complain of such problems. Michael, 1988).
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Antiepileptic Drugs and Performance

Patients receiving carbamazepine (Tegretol) had more marked
changes in different EEG parameters as compared with patients receiving
valproate. Amoné‘ seizure types, patients with only generalized seizures
tended to show fewer alteration than patients with partial seizures.

(Mihaly et al., 1995).

There was higher incidence of significant side effects with

carbamazepine versus vigabatrin (VGB). (Piattella et al., 1995). ;

Further studies of monotherapy in newly diagnosed patients with
any types of seizures is recommended for better definition of the efficacy

and safety profile of VGB. (Herronz, et. al, 1995)

These results prove the efficacy of VGB monotherapy in childhood
partial epilepsy as initial treatment even in further randomized,
double-blind, controlled clinical trials are necessary. (Gobbi, et. al,
1995)

Significant impairments in memory tasks and attention were poted,
with worsening observed after anticonvulsant therapy. Factors such as
type of epilepsy, frequency of and age at onset of seizures adversely
affected the cognitive function of the patients. In addition, results of the
Epilepsy were standardized with the common psychometric test, i.e.,
Wechsler Adult Intelligence Scale. (Ogunrin et al., 1995).
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Continuation of antiepileptic drugs :

Cognitive function is frequently impaired in children with epilepsy,
compared with age-matched controls. It can be hard to evaluate the
significance of various contributory factors. The effects of antiepileptic
drugs may be studied in children who have outgrown their epilepsy but
are still being treated.

A multicenter study to assess various aspects of cognitive function in
children with different forms of epilepsy, both during and after treatment
with antiepileptic drugs, is currently under-way. Definitive results are not
yet available; interim analysis of the findings suggests that short-term
memory is decreased in all subgroups of children being treated for

epilepsy, compared to controls. (Blennow et al., 1990).

AED's with cognitive function :

The effects of antiepileptic drugs (AEDs) on cognitive function and
behavior in children are reviewed on the basis of published studies.
Individual AEDs have been shown to differ-the deleterious effects of
phenytoin generally contrasting with the relatively minimal effects of
valproate and carbamazepine. Some of the differences between results
may be attributed to the psychological tests used and to age differences.
However, there appears to be a dissociation between AEDs that affect
higher cognitive function, e.g., phenytoin, and those mainly affecting
motor functioin, e.g., carbamazepine, which appears to increase speed of
performance. AEDs should be prescribed with care in children with
epilepsy, taking account of their differing effects on cognitive fuction and
behavior (Trimble, 1990).
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The ability to examine a large number of patients with
well-documented and classified seizures who were relatively drug-free is
a unique feature of this study.

When the raw data were examined, no dramatic differences in the
performance of patients taking Carbamazepine (CBZ), Phenobarbitone
(Pb), Primidone (JPRM) or Phenytoine (PHT) were found. As expected. the
barbiturates fared somewhat less well overall than did CBZ or PHT, but
even this difference rarely reached statistical significance. When the
results of all of the subtests were combined in the total BTB score,
significant differences between the four drugs emerged. CBZ consisterttly
had less effect on cognitive function as measured by this test battery
than Pb, PHT, or PRM at all rating periods, this finding confirms the
results of other studies which have indicated that CBZ has fewer
cognitive effects than PHT or the barbituates. Perhaps more importantly,
this study emphasizes the need to control for age, education and IQ when

assessing individual neuropsychological test results.

Even though the total toxicity battery did reveal some differences in
the cognitive effects of these four drugs, the most striking Ainding is that
there were so few meaningful differences in the individual subtests. It is
likely that when patients are managed by experienced ‘epileptologists’,
adverse effects of AEDs are minized. This combined with a study design
which encouraged physicians to lower the dose when ‘unacceptable’
toxicity intervened resulted in a very different subject population (Dennis,
1988).

-37-



(6¢)

- Childhood Epilepsy and
education.



Childhood Epilepsy and Education :

Learning difficulties in children with epilepsy may be caused by
brain damage and should be investigated. In many cases. however.
seizures and/or electroencephalographic (EEG) findings are the only
signs of pathology. Frequency and type of seizures may be determining
factors that should, if necessary, be evaluated by long-term EEG
monitoring, preferably during school performance or in conjunction with
neuropsychological assessment. This may prove that subclinical
epileptiform discharges in the EEG can adversely affect the child's
performance. Secondary psychological problems in epilepsy patients.
combined with side effects of antiepileptic drugs, may cause or heighten
learning problems. Prophylactic control of seizures with one appropriate

drug may alleviate learmning problems. (Henriksen, 1990).

School aged epileptic children :
* The over all prevelence of epilepsy 9at least two now febrle
seizures after first week of life) in school-aged children in the UK
is of the order of 4-5 children per 1000.

* A further 2 per 1000 children have been babelled as having
epilepsy by at least one doctor but there is reasonable doubt
concerning the reliability of the diagnosis.

* a bout half the children with epilepsy have not had a fit in the
past two years. Their epilepsy is quiescent as active epilepsy.

(Euan et al., 1988).
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Computerized neuropsychological testig with simultaneous EEG
recording may reveal the influence of epileptifrom discharges on cognitive
Juctioin and also help to evaluate the effects of antiepileptic drugs

(Henriksen, 1990).

School Role :

Some parents wish to keep their child’s epilepsy a secret. This poses
a potential danger to the child and needless problems for school staff if
they have not been told and prepared Jfor seizures to occur. Doctors must

encourage the parents to share the problem with the school.

It is vital that all paediatricians have had on appointment a
substantial element of paediatric neurology and child psychiatry n their
training in order to bring a wide experience in the diagnosis and

treatment of handicap to the school health service.

Optimal care is most likely when parents, teachers and older
children have a clear understanding about the nature of the child's
particular form of epilepsy, the rationale of treatment and prognosis. This
can only be imparted by doctors.

Periodic re-examination and ressessment are needed whilst the

Seizure tendency is active. (Euan et al., 1988).

Information to the school and the parents concerning the patient’s
abilities and limitations may be as important as seizure control.
Specialized teaching should be started early, when necessary, with the

patient integrated into a normal school if possible. However, good
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Junctioning in a special school is prejerable to marginal Jfunctioning in a

normal school (Henriksen 1990).

Temporal lobe seizures are typeically manifest by a short outburst
of abnormal

Uncoordinated behaviour, clinically typical cases can be found
despite lack of characteristic EEG changes. Affected children usually
Junction in the mentally normal range but may develop bizarre defence
mechanisms that try the patience of their parents, teachers and JSriends;

close cooperation between paediatrician and child psychiatrist is needéd.
Currently four drugs are widely used to treat epilepsy in children :

Primidone, a relatively old drug, avriant of phenobarbitone which
appears to cause less irritability. Sodium valproate, as a general purpose
anticonvulsant, particularly effective in petit mal and grand mal seizures.
Carbamazepine was initially promoted as a treatment JSor temporal lobe
epilesy though is now regarded as valuable in most types of childhood
epilepsy, apart from classic petit mal. Clonazepam is a long-acting
benzodiazepine; the fact that it has tended to be reserved for more
obscure and difficult forms of seizure disorder has limited practical
experience in its use as a first-line anticonvulsant in straightforward

cases. (Euan et al., 1988).

Objective assessment of subclinical epileptiform activity makes it
easier to treat the pathology identified by the EEG with optimal dosage of
the most appropriate drug. A balance is required because epileptiform

- 40 -



discharges and even occasional seizures may be less disabling than side

effects from large doses of several drugs (Henriksen 1990).

Learning disabilities in Epilepsy :

Subclinical vgeneralized spike-wave discharges are often
accompanied by transitory cognitive impairment, demonstrable by
psychological testing during EEG recording. Transitory cognitive
impairment is demonstrated most readily by difficult tasks and during
generalized regular spike-wave bursts lasting for more than three
seconds, But can also be found during briefer and even focal discharges.
That this is not simply a consequence of global inattention is shown by
the fact that focal discharges exhibit some specificity: left-sided focal
spiking is more likely to produce errors on verbal tasks, for instance,
whereas right-sided discharges are more often accompained by
impairment in handling nonverbal material. Both learning difficulties in
general and specific abnormal patterns of cognitive fuctioning are well
documented in children with epilepsy and are most pronounced in those
with frequent interictal discharges. However, there is now evidence that
intermittent cognitive impairment due to the discharges themselves
contributes significantly to such neurophysiological abnormalities. The
significance of transitory cognitive impairment accompanying subclinical
EEG discharges for everyday functioning is uncertain, but there is
experimental evidence that subclinical discharges may be accompanied
by disruption of educational skills in children or by impairment of driving
performance in motorists. In some individuals, suppression of discharges
by antiepileptic drugs has demonstrably improved psychological function,
but further work is required to determine the indicatioins for such

treatment. (Binnie, 1990).
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I) Assessment of cognitive fuction in epileptic
patients Methods and problems.

The methods used in assessing cognitive fnctions have undergone a
considerable development from the early days, when the estimates were
based solely on clinical impressions. The development of intelligence tests
and neuropsychological test batteries, and the construction of memory
tests and tests of specific cognitive fuctions, have given the clinicians and
researchers a wide selection of tools. Furthermore, developments in the
field of microcomputers have stimulated the construction of

compurter-based tests which can be efficiently administered and scored.

(Jolanta, 1988).

Some of the most frequently utilized tools in cognitive assessment of
epileptic patients and to discuss the problems encountered in the
interpretation of various studies will disscussed here. The assessment in
three areas will be considered : intelligence, memory and specific

cognitive functions.

i- Assessment of Intelligence :
Since the 1950s, the Wechsler scales, the WAIS and the WISC, have
been the most commonly employed instruments for the assessment of

intelligence in patients with epilepsy.

Intellectual level :

Since the early decades of this century the question has been asked
whether the IQ of people with epilepsy was different from those of the
normal population. (Jolanta, 1988).
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Children with epilepsy have been found to have a similar IQ to their
non-epileptic siblings. although there was more variability in IQ and a
higher rate of mental retardatioin among the patients. Both these
differences disappeared when children who were impaired since infancy

were excluded (Eilenberg et al., 1986).

There is a wide range of abilities among epileptic patients, which
extends between mental retardation and very superior level of fuctioning.
Therefore, attempts to answer a general question about intelligence level

in epileptic populations are not well directed (Jolanta, 1988). ,

Intellectual deterioratioin :

Studies done by (Lesser et al., 1986) have indicated that, in
general, no deterioration of intelligence occurs in a majority of patients
with epilepsy except for certain groups. Rodin found a slight but
significant fall in Performance IQ for patients with initially high IQ, and
those with high seizure requency. Bourgeois found no deterioratioin of IQ
in a large group of children with epilepsy except in a small subgroup of
patients. These patients has a higher incidence of toxic serum drug levels,
earlier onset of seizures and poorer control of seizures. Control of seizures
was found to be associated with IQ in a study by (Rodin et al. 1986),
who noted a stable or increases IQ for patients in remission, but a
decrease in IQ or patients with poorly controlled epilepsy. These changes
were small, however, and not statistically significant. There have been
reports of a marked deterioration of IQ in over 15% of residential school
patients and in patients with a history of status epilepticus or a

cosiderable lifetime number of tonic-clonic seizures (Jolanta, 1988).
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They are two major problems with assessing changes of inteiligence
over time. One is associated with the relative dependence of IQ scores on
attained educational level. (Dikmen, 1980) found that among his
patients, those with early onset epilepsy showed significant decreases on
the WAIS, but he pointed out that these results could also be related to
differences in years of schooling. The educational differences, in tumn.
could have either a cognitive or psychological basis, for example, (Long et
al., 1979) found that parents of epileptic children have diminished
expectations for their child’s academic performance. The IQ deterioratioin
might not be linked causaly to epilepsy, but to the psychosoc‘ial

consequences of the disease.

The other problem stems from the practice effects of repeated IQ test.
Studies of recent outcome of the WAIS show a tendency for IQs to rise on
the second testing, particularly for the Performance IQ, where the gains

can be quite large (Matarazzo et al., 1984).

Lateralizing implication of Verbal-Performance IQ discrepancy:

It is widely assumed that a differential perormance on verbal versus
nonverbal (Performance) tests on the WAIS reflect the lateralization of the
lesion or focus of seizure discharge. Patients with left hemisphere lesion
or focus are expected to show a relative impairment on the Verbal IQ
score while conversely, patients with right hemispheric lesion or focus
will have impaired performance IQ relative to their Verbal IQ, for this
reason the Wechsler scales have been used extensively in patients with
temporal lobe epilepsy (TLE). The laterality effects of Wechsler scores in
temporal lobe patients were found in some studies but not in others

(Jolanta, 1988).



On the whole, however, the evidence about lateralizing implications
of the Wechsler scales is weak and not consistent for the following
reasons. First, many so called non-verbal tests require verbal-symbolic
function for their solution, therefore impaired Performance IQ score may
be due either to irﬁpaired left or right hemispheric function. Secondly
most of the Perormance subtests are timed whilst Verbal tests are not.
Any factor which affects the speed of mental processing, such as a lesion,
irrespective of its location, EEG abnormality, or antiepilptic medication
may result in a lower Perormance than Verbal IQ score. Thirdly,
according to wechsler's own evidence, the relative balance between
Verbal and Performance IQ depends on the overall intelligence level

{(Jolanta, 1988).

The importance of IQ test :

Besides using intelligence tests to assess a patient’s general level of
functioing, psychologists usually explore the pattern of subtests’ scores
for possible specific deficits. For example, poor performance on Digit Span
suggests attentional disturbances, whilst the Digit Symbol test is
sensitive to impairment with a lesion in any location (McFie, 1969). The
Verbal-Performance discrepancy is a useful guide to lateralization in a
individual case, but should be corroborated with relevant medical and

educational data and other tests results (Bornstein, 1983).

ii- Assessment of Memory and Learning :
Memory impairment associated with epilepsy was one o the earliest
recognized deficits mentioned in the literature (Gowers, 1881). It is also

the most common problem reported by the patients themselves.
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Methods of assessment of memory and learning :

There are very few standardized memory tests. The most frequently
used is the Wechsler Memory Scale. consisting of seven tests and
yielding a Memory Quotient (MQ) In practice a selection from the WMS is
made and these are used independently. Verbal tests most commonly
u,sed.are the Logical Memory (short prose passage). Associate Learning
(learming of easy-and difficult-to-associate pairs of words) and Digit Span
(the longest string of digits recalled). The only non-verbal test in WMS is
Visual Reproduction (drawing geometrical designs of progressive
difficulty level). Among other standardized memory tests are the Rey
Auditory Verbal Learning Test (RAVLT) consisting of words recall on
several successive trials, and the Benton Bisual Retention Test, requiring

reprodction of geometrical figures (Jolanta, 1988).

Memory function in patients with generalized versus focal
epilepsy :

(Quadfasel et al., 1955) compared patients with psychomotor and
generalized seizures, who were matched for IQ, educatioin, age of onset
and duration of seizures. They used the WMS and found that patients
with generalized seizures had normal memory function. but the patients
with psychomotor seizures showed a verbal memory impairment. This
deficit was associated with a general impairment in verbal functioning as
measured by the verbal-conceptual tasks of the Wechsler-Bellevue.
However, there were no differences between the groups on the Visual

Reproduction test.
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Memory function in right TLE versus left TLE patients :

A number of studies have suggested that the side of lesion
determines the kind of material more susceptible to deficit. Left-sided
lesions result in memory impairment for verbal material, whilst
right-sided or non-verbal material. The evidence for this pattern of deficits
was obtained from surgical paients who has undergone a unilateral
temporal lobectomy for treatment of epilepsy. But in patients without
gross cerebral damage the evidence of interhemispheric differences for
verbal and non-verbal material is less clear.

Several studies distinguished between the STM and LTM
impairment, or interpreted their results in terms of differential sensiti’vity
on short-or longterm memory testing to deficits (Jolanta, 1988).

(Ladavas et al. 1979) investigated left versus right hemisphere
memory function as assessed by the STM and LTM performance on a
variety of verbal and non-verbal test. Although the STM tasks did not
differentiate between the left ad right temporal lobe foci patients, the LTM
tasks did not differentiate between the left and right temporal lobe foci
patients, the LTM tasks did so, in the expected verbal/non-verbal
direction. Similar results were obtained by (Delaney et al. 1980) who
Jound that differences between the right ad left TLE patients were not
apparent on immediate recall of either the verbal or non-berbal material,

but only on delayed recall.

Subictal EEG discharges and memory function :

Several investigators have pointed to the disruptive effects of
subictal (subclinical) discharges on memory. Gloinski (1973) Sfirst
proposed this as a tentative hypothesis, which was supported later by

studies comparing memory performance with EEG recordings for
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example, Loiseau et al. (1983) found that the patients with interictal
bilateral spike and wave compiexes had the poorest results on memory

test.

Memory function and anticonvulsant drugs :

In the last decade or so there has been an icreasing awareness of
the toxic effect of anticonvulsant drugs on cognitive function. and
particularly of the harmful effects of polytherapy. This may occur even
when drugs are kept within the therapeutic range, but the studies which
have dealt specifically with memory impairment and anticonvulsants are

few (Jolanta, 1988).

(MacLeod et al. 1978) investigated memory function in epileptic
patients treated with medium and high therapeutic doses of
phenobarbiton. They found impaired STM performance as measured by
the Sterberg scanning task when the drug level was high. Access to LTM.
as measured by a test of identifying letters as the same either by thetr
appearance (e.g. AA) or their name (e.g. Aa), was not affected.

The Sternberg task was also used by (Andrewes et al. 1984,
1986), and revealed a relative memory impairment in patients treated
with phenytioin, compared to those treated with carbamazepine the

Sternberg task and latter-identifying task (MacLeod et al., 1978) utilize
time of response as a memory measure, have fast speeds of presentatioin
and are carried out over a longer passage of time than most memory test.
it is arguable whether they are tests of memory, reaction time, or

vigilance.
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Thompson and Trimble have investigated memory among other
cognitive functions in a number of studies with epileptic patients, and
volunteers given anti-epileptic drugs. They have consistently employed
the same battery of tests. Their memory test consists of immediate and
delayed recall of twenty words and twenty pictures, followed by a
recognition test of the items embedded in distractor items. (Thompson et
al., 1982) found improved memory function in patients undergoing
reduction in polytherapy or substitution of their.

iii- Assessment bf other specific congnitive functions :

While global intellectual ability may be unaffected in a majority of
patients with epilepsy, specific cognitive function, such as mental speed,
attention and vigilance may show subtle impairments, and therefore

measures of these abilities are often included in assessment procedures.

Mental speed :

Mental speed, or psychomotor speed, is most commonly measured
by Reaction Time (RT). Simple Reaction Time (SRT) requires a response to
a simple, unambiguous stimulus delivered at irregular intervals over a
period of time. In Choice Reaction Time (CRT) alternative responses need
to be made to two or more stimuli. There are difference of opinion whether
the SRT is more sensitive to impairment, but some authors believe that

the CRT is a better measure (Jolanta, 1988).

(Schwab, 1939) was the first who explored the effects of
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generalized spikewave discharge on patients perjormance using a

Reaction Time test and simultaneous EEG recording.

Attention, concentration and vigilance :

Specific cogﬁitiue Junctions such as attention. concentration and
vigilance are poorly defined in the studies, and the terms are frequently
used interchangeably. The term vigilance neers to general reactivity of the
organism to incorming stimuli, whilst attention implies more selective
response to a given stimulus or stimuli, and presupposes at least a
moderate level of vigilance (Bruhn, 1970). Most investigators however.
do not make a clear distinction between attention, concentration and
vigilance.

The most commonly used task in the assessment of vigilance or
sustained attention is the Continuous Performance Test (CPT) (Rosvold
et al. 1959).

Impairment of sustained attention, as measured by the CPT. is
patients with centrencephalic epilepsy was already noted in early
studies, have demonstrated that this deficit was associated with
spikewave activity, as shown by simultaneous EEG monitoring and task
performance. Symmetrical, regular and synchronous bursts produced

more deficit in performance than other bursits (Jolanta, 1988).

There have been reports of inattentiveness of children with epilepsy
(Stores, 1973), but the outcome of the studies is not clear for instance,
(Stores et al. 1978) found impaired attention in epileptic boys but not
girls. In this study the CPT was used and the differences emerged in the

second 8 min of the tests. In most other studies the statistical analysis of
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the data was not detailed enough to reflect changes of performance over
time.

Both the Stroop test and the visual scanning task have been used in
a series of drug studies of Thompson and Trimble. In the study of the
effects of reductibn of plytherapy or substituting one of the drugs with
CBZ, the performance on the visual scanning task improved in patients
after changes in therapy, but the Stroop test showed no significant

changes (Thompson et al., 1982).

II- Assessment of Behaviour disorders in epilepsy.

Impaired cognitive functioning impedes the development of
age-appropriate adaptive behaviour, thus adding to the burdens of many
children with epilepsy. Detailed neuropsychological assessment can
identify the uderlying ability-related impairments that contribute to the
adaptive behaviour deficiencies evidenced, particularly in the home and
school settings. This information can serve as the basis of a
multidisciplinary treatment plan tailored to individual needs. Ideally, the
need for such a treatment plan should be perceived early in childhood. so
that it can be developed and applied preventively. The same remedial
principles also apply in older children and are here set out in detial

(Strang, 1990).

(Fenton, 1981), outlines the clinical features of a behaviour disorder

as follows :

Irritability, moodiness and sometimes frank mood changes, social

withdrawal, quarrelsomeness, and paranoid attitudes, temper tantrums
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and occasionally explosive aggressiveness. impulsiveness, restlessness.
poor attention span. distractability and lack of appiication. disturbed

inter-personal relationships and sometimes delinquent behaviour.

Behavioral problems to be assessed :

Immature personality, Irresponsible behaviour, temper tantrums.
aggressive, tormenting, rebellious. physically aggressive, violent
outbursts, verbal aggression, suicidal attempts, attention-secking, mood

swings and apathy. (Thompson, 1988).

Behaviour characteristics

attributed by some to patients with epilepsy such as hypergraphia
and religiousity (Fedio, 1986) would not be conceived of as behaviour
disorders unless they were sufficiently severe to have a disruptive
influence on an individual’s life. Indeed some of these characteristics may

actually have beneficial consequences depending on an individual’s

lifestyle and occupation.

Methods of Assessment :
Interview :

This represents the most frequently used form of assessment of
behaviour disorders. Interviews vary in the degree of structure imposed,
but the unstructured interview is probably the most commonly employed
form of assessment in the United Kingdom. A major aim of the interview
is to obtain a clear account of the problem behaviour, in particular, what

it is, when it happens and how frequently it happens (Thompson, 1988).
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In epilepsy, the temporal relationship of the problem behaviours (o
seizures should always be explored. Occasionally what is described as a
problem behaviour in the interview by a _family may be an actual siezure,
or be occurring in the postictal phase of the attack (Fenton, 1986). A
patient's knowledge and attitude to his epilepsy may also underlie

behaviour problems.

Total relaince on information obtained from an interview is generalily

unwise.

Questionnaires

Questionnaires and inventories are generally viewed as being more
objective and standardized than an interview. Many measures available
are quick and inexpensive to administer in terms of staff time and
material. The content of such questionnaires can vary considerably. The

most structured and widely-used techniques in the field of epilepsy are

personality inventories such as the Minnesota Multiphasic Personality
Inventory.

Some questionnaires take considerable time to administer and score
and this greatly reduces their practical value. patients with limited ability
and literacy skills may not adequately understand all of the questions,
and naturally this reduces the value of several measures currently

available (Thompson, 1988).

Self-monitoring :
A variety of procedures including diaries, mechanical counters, daily
charts and portable monitoring devices, exists to obtain self-observation

data.
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These methods can be particularly useful in gaining baseline
information about the frequency of certain beHaviours which cannot be
observed readily, or monitored easily by other individuals. (Bornstein et

al., 1986).

Direct observation :

Direct observation procedures can be classified into simulated
observation and observation in natural settings. The former are
specifically constructed to evoke a sample of behaviour. The most popular
mehtod is role play. In this situation the participants act through a
particular situation

Direct observation in natural setting can be a valuable source of
information. a variety of recording procedures exists, the selection of
which often depends on the nature of the presenting problem behaviour

(Thompson, 1988).

Neuropsychological assessment

Patients with epilepsy most likely to present with behaviour
difficulties generally have difficult-to-control seizures and evidence of
underlying brain damge. These patients are also at risk for deficits of

cognitive functioning and for intellectual deterioration.

Neuropsychological information, when combined with data of a more
observational nature, can be very informative regarding reasons for

difficult behaviour (Thompson, 1988).
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Additional methods :

Medical and social records often provide valuabie information in the

assessment of behaviour problems.

When behaviour disturbance is acute in onset or inconsistent with
past behaviour, the measurement of antiepileptic drug serum levels may
be valuable. Patients may be more likely to present with problems when
drug levels are high, particularly in the toxic range (Reynolds, 1986).

Aggressive Behaviour :

i

The association between aggressive behaviour and epilepsy has a

long history.

Unfortunately, there still exists a lack of understanding about
epilepsy that leads some professionals and families to accept difficult
behaviour as part of the epileptic condition. More investigations into the
assessment and non-pharmacological treatment of difficult behaviour in
patients with epilepsy seems worthwhile and to be of direct relevance to
those individuals who care for patients with problematic epilepsy

(Thompson, 1988).
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I- Electroencephalography parameters in assessing

the cognitive function in children with epilepsy :

Many biological and psychological possibilities have to be considered
when attempting to explain cognitive dysfunction in the individual child
with epilepsy. Electroencephalographic (EEG) information. which may be
particularly relevant in some children, has mainly been studied in
relation to the possible direct effects of seizure discharges on learmning
and behavior. Such discharges can be divided into transient, brief or
prolonged. Prolonged seizure discharges includes nonconculsive status
epilepticus during wakefulness and status epilepticus during slow-wave
sleep. In addition to the influence of seizure discharges, preliminary
findings suggest that some children with epilepsy might have a subtle
disorder of arousal mechanisms in sleep, possibly associated with

impaired daytime performance. (Stores, 1990).

Neuropsychological assessment :

The variety of cognitive dysfunctions related to learning disabilities
in children with epilepsy have been studied by linking
electroencephalogram (EEG) and computerized neuropsychological
testing. This showed that “subclinical” discharges impaired performance
in 61% of the patients on a simple and a choice reaction time test,
although some discharges lasted one second only. Neuropsychological
investigation of subclinical EEG discharges may help to determine their

adverse effect on learing. (Rugland, 1990).
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Transitory Cognitive Impairment :

Subclinical epilepiiform discharges are a common phenomenon in
patients with epilepsy but also occur in children without a history of
clinical seizures. Formal testing during EEG recording demonstrated
transistory cogniﬁve impairment (TCI) in 30-50% of patients. Discharges
<3 s are technically difficult to examine and, in general. are considered to
be very unlikely to impair patients performance.

These preliminary results suggest that TCls are more common than
generally acknowledged and could interfere with learning abilities of the
affected children. Appropriate testing in children with subclinieal

discharges therefore, appears necessary. (Pressle et al, 1995).

The occurrence of generalized spike-wave activity during absence
seizures was one of the first discoveries of clinical
electroencephalography, yet it was soon relaized that such discharges
were not necessarily accompanied by any clinical manifestations (Colin,

1988).

There was transitory cognitive impairment (TCI) during generalized
subclinical EEG discharges, both in patients who appeared to be
seizure-free and even in people not thought to have epilepsy (Ishiharea
and Yoshii, 1967), however, the demonstration of TCI depends both on
the psychological test employed and the nature of the EEG discharges.

(Peter, 1988).

TCI and Neuropsychological Testing

This last finding has interesting theoritical implications. It had
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hitherto been assumed that TCI invoived a global impairment of vigilance
or attention or a reduction in the brain’s overall rate of transmission of

information (Hutt et al., 1977).

Practical Implications of TCI :

Few investigators who has studied TCI appear to have addressed its
possible practical consequences for day-to-day cognitive functioning.

Indvidual patients are on record as having shown a worthwhile
improvement of cognitive functioning and social adaptation when
subclinical discharges were suppressed by antiepileptic drugs. (Whether
an indication for treatment exists in only a small minority, or in many
people with subclinical discharges, is unknown nor are any criteria
established for identifying such patients. The need for further research in

this area is obvious and urgent (Colin, 1988).

Cognition and EEG laterization :

Seizure phase with diffuse asynchronous quasiperiodic activity
occurred more frequently (in 70% of the seizures) than did “classic”
periodic 3-7-Hz activity in unilateral temporal regions (49%). Periods with
simultaneous occurrence of two or more rhythmical activities (44%) and
bilateral onset (21%) were common. This method is useful for improved
quantitative assessment of dynamically changing rhythms in ictal surface
EEG and can provid information not available from conventional analysis.
(Hilfiker et al, 1995).
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Although (Whitfield, et al, 1995) did not reach statistical
significance, the data strongly suggested that either bilateral or left EEG

lateralization is associated with verbal or global rather than visual

memory problems.

II- EEG discharges and behaviour in Epilepsy :

This was based on the idea that paroxysmal disorders of behaviour
arise from paroxysmal discharges of subcortical structures which were

not necessarily recorded in the EEG from the surface of the cortex.

It was the recognition that electrical discharges in the EEG correlated
with observed seizure behaviour that lead to a taxonomy of epilepsy
based on EEG waveforms. Indeed, the first intemational classification of
epilepsy relied heavily on different EEG pictures for different diagnoses
(Coline, 1988).

In the 1960s, in the UK, it was standard teaching that an epileptic
seizure had to be accompanied by an alteration in cortical rhythms.
Alterations in behaviour not accompanied by such changes were thought

not to be due to epilepsy. (Peter, 1988).
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II- Other investigations MRI and SPECT :

HS frequently exists in the presence of other MRI-detectable
abnormality in the adjacent anterior temporal lobe. The basis of this
abnormality must be explored in surgical specimens. (Mitchell, et al,

1995).

The demonstration of structural lesions in epileptic patients has a
great significance in the classification, prognosis, and treatment of the

disease. (Gatzonis et al, 1995).

Their suggested from findings and in respect to positive flase results.
interictal SPECT may prove useful in delineating an epileptic focus. thus
leading the way to surgical treatment and drug strategy.

Both generalized and focal epileptic seizures are associated with an
increase in cerebral blood flow in the ictal state. In the interictal state in
Sflow is decreased in the focal area region to below the normal level. 2™ T
¢/ HmPAO SPECT previously was demonstrated to add to the localization
of epileptic foci. To assess the contribution of [?°™ T ¢] HmPAO SPECT to
localizgtion of epileptiform foci in cryptogenic partial epilepsy we
compared SPECT results with EEG epileptiform activity.

SPECT may be considered a valuable additional diagnostic
procedure in cryptogenic partial epilepsy and in epilepsy surgery
candidates. We believe that it may become a helpful adjunctive test when
EEG cannot accurately localize the epileptiform focus or electrographic

seizure. (Lopez et al, 1995).
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Because of the relative localizing value of each nonintasive
procedure in patients with partial epilepsy. combination of different
investigation procedures is needed, usually including chlinical
examination, uidep EEG monitoring, and magnetic resonance imaging. In
addition to these investigations, we performed a standardized protocol
including neuropsychological and noninvasive neurophysiological testing.

(Derambure, et al, 1995).

Localization of the anatomic region responsible for seizures is critical
in presurgical evaluation for medically refractory partial epilepsy.

Application of image registration techniques combining multiple
modalities of functional imaging provides further understanding of both
the functional nature and anatomic localization of the epileptogenic zone.
These early results suggest that noninvasive interictal investigations may
be able to play an increasing role in presurgical epilepsy evaluation.

(Knowlton, et al, 1995).

EEG :

The sleep EEG in children with epilepsy or febrile conuvulsions often
shows spikes in midline regions (Cz, Pz) on the scalp, but the origin in the
brain of these spikes is not clear. I observed midline spikes which were
associated with spikes in the temporal regions. The patiens with these
EEGs were 2 girls aged 7 and 10 years with febrile convulsions. Because
the midline spikes and the temporal spike was consdidered to be in the

same region of the brain. Because the origin of the temporal spikes was
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believed to be the hippocampus. the origin of the midline spikes was also
considered the hippocampus. The midline spikes were aiso beiieved 1o ve
recorded on the scalp through the ventricles and the longitudinal fissure,
which were filled with cerebrospinal fluid of very low electrical resistance.
For other electrical brain activities such as the K-complex in sleep EEG
and P300, the potentials of which are also maximal in the midline region
and the origin of which is not yet known, the distribution of these
potentials on the scalp may be interpreted by the explanation presented.

(Ichijoh, 1995).

We noted a high correlation between the sum of spike detections in a
given patient and the concordance between the human raters with
respect to between raters and the corrected automated analysts.

Our data suggest, especially in patients with numerous spikes. that
automated analysis (after elimination of artifacts) yields reliable and
clinical useful measures of interictal EEG alterations. (Pelzl et al,

1995).

Explored dipole source localization using brain electrical source
analysis (BESA). Patients included those with epilepsy referred for
surgery and those under medication control

However, many epileptic subjects demonstrate two or more sources,
some in close proximity and some at a distance. The appearance of a
topographically shifting surface maximum during a single discharge
signals the presence of at least two temporally distinct sources. (Frank,

et al, 1995).
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Therefore, we conclude that in some cases of CCL subcortical
neurophysiological mechanisms can explain EEG features, as well as in

holoprosencephaly. (Elia et al, 1995)

Ambulatory EEAG monitoring provides information about the clinical
course of epilepsy with regard to the recording of nocturnal events
(electric seizures) and probably could be useful in diagnosing the type of

epilepsy. (Pacifici et al, 1995).

TGB does not cause deterioration in cognitive performance 'or
produce any slow-wave activity or other new constant abnormalities on
EEG during longer follow-up with higher doses of TGB (30-80 mg/day).
(Reetta et. al, 1995).
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Sulject and Methods



Subjects & Methods

Our sample consisted of epileptic patients, whose diagnoses were
based on the criteria and electroencephalographic (EEG) classification of
epileptic seizures according to the International League against Epilepsy

1993.
Pilot study : -
Before starting to collect the data, a pilot study was carried out in :

1) The Psychiatry and Neurology Centre for school pupils in El Dokki

#

District
2) The General polyclinic for school pupils in Al-Haram District
The aim of this pilot study was :
a) To determine the sample size.

b) To determine the organizational and administrative procedure needed

for the research work.
¢) To detect the best methods of applicatioin of the questionnaire.
d) To reveal any modifications needed in the questionnaire.
e) To detect the difficulties that might arise and how to deal with them.

Feedback of the Pilot Study :

Following the pilot study, we found out that the ratio between TLE
and GME is 2:3.

We found out that the tools were suitable, comprehensible and easy,
however some modification of the questionaire concerning epilepsy was

essential.

TLE = Temporal Lobe Epilepsy
GME = Grand Mal Epilepsy
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Site and sample of the study :
The study was conducted in oo sites :

1) The Psychiatry and Neurology Centre for school pupils in El Dokki
District.

The centre, recruits patients from Giza and northern upper Egypt. it
is a governmental one. affilated to the Central Health Insurance Authority
and offers medicine free of charge to its patients.

Around 40 to 50 patients are attend the centre daily. namely about
1000 monthly,60.2%of whom suffered from epilepsy.35; 2%,0f epileptic
children could be diagnosed as GME, 32 y"as TLE and/ 5.9%1s patients
suffered from other types of epilepsy.

From the epileptic attendats/().g%were new cases and 90% were
recurrent.

2) The General Polyclinic for School Pupils in Al-Haram District. The
Neuropsychiatry clinic recruits patients from Giza. and northern Upper
Egypt.

It is a governmental institution affiliated to the General Health
Insurance Authority, and offers medicine free of charge. About 25 to 30
patients are attended the clinic daily, namely about 700 patients a
month.69.7%:f which are suffered from epilepsy. 50% of epileptic children
could be diagnosed as GME, 32%, as TLE and /8% as patients suffered
Jrom other types of epilepsy. -

From the epileptic attendats//.5%,were new cases and&&.5%were

recurrent.

The members of this sample were selected during the period from

February 1995 throught August 1996.
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Inclusion Criteriae :
Epileptic pupils attended in the outpatient clinics of Epilepsy
Age : 9 - 15 years
Sex : Males & Females

Educational level : all members of the samples were school
children. This was a necessity so as to be able to complete all

components in methodological procedure.
Exclusion Criteriae :
1) Patients with IQ below 70

2) Patients with any medical disease

3) Patients with history suggesting any neurological disorder other

than epilepsy.

4) Patients with history suggesting any psychiatric disorder.

Mean age of GME and TLE samples

Gender GME TLE t P
Male (mean.) 12.08)’!‘5. - 11.6yrs. 1.95 0.076
Female (mean.) | 11.88 yrs. 11.88yrs. 1.84 0.091

.Total 23.96 22.94
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Epileptic sample attending the two sites of study
(6-18 years)

GME TLE Others
Site [ , 308 198 96
Site II 244 156 88
Total 552 354 184
Patients f{ulfilling
inclusion criteria 338 236 127
Random sample 169 118 - !
every second every second -
Drop out 23 12 -
Rest sample 146 106 -

From 308 GME patients from site (1) and 244 from site (2) , 338
patients fulfilled the inclusion criteria. Cases chosed through random
sample of every second case giving 169 case with drop out of 23, the
rest were 146.

From 198 TLE patients from site (1) and 156 from site (2) , 236
patients fulfilled the inclusion criteria. Cases chosed through random
sample of every second case giving 118 case with drop out of 12, the
rest were 106.

Cases were selected through random sample fullfilling inclusion
criteria and rueling out exclusion criteria.

Control group :

The control group comprised 93 apparently healthy matched
indivduals were chosen from patients’ sibs and schoolmats with no
history suggesting Epilepsy or other medical, neurological or psychriatric
diseases
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Fig. (1): Epileptic sample of patients' attending in
the first site of study (6-18 years)

1000 patients

Non epileptic pts f;
39.8%

10.6%
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Tools Applied in this work
1) Semistructured psychiatric interview.
2) Questionaire of Epilepsy.
3) Psychometric battery :
I-  For Cognitive functions :
a) Coding (SubWechseler)
b) Digit Span (SubWechseler)
¢} Similarities (SubWechseler)
d) Cancellation letters
e} Matching Familiar Figure Test (MFFT).
II-  For personality assessement and measurement of mood :
a) Children Depression Inentory (CDI)
b) The children Anxiety scale (CAS)
¢} Junior Eysenk Personality Questionaire (JEPQ)
4) Questionaire for Socio-economic state.
5) Electroencephalogram (EEG)
6) Others investigations :

BEAM, MRI, CAT and serum level of antiepileptics (only in some

cases).
Psychometric battery :
I-  For Cognitive functions :
a) Coding (SubWechseler) |[The Digit Symbol Modadlities test
(D.S.M.T.)]
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It is the substitution Format of Wechsler's Digit Symbol suptests.
Digits (Numbers] are printed while symbols are written. [l CONSiSIs of 4
rows containing a total of 100 small blank squares (lst 6 jor pretest

training) each paired with a randomly number. from (1-9).

Above these rows is a printed key that pairs each number with a
different nonsense symbol. The subject is asked to fill the squares with
the symbol which according to the key, is paired to the number abone the

square. Speed is icquired and after 120 seconds the test is to terminated.

The Subject is scored according to the numbers of squares he fills in
correctly. (El.Kholi, 1985).

This test measures :

Persistency, Sustained attention. Learning ability. Psycho motor

speed and Visu- motor coordination.

Coding is affected to a great extent by organic lesions. Speed and

accuracy in performance of this test reflects the level of mental abtlity.
b) = Digit Span (SubWechseler) :
For immediate and short term memory .

The test has three scores, one for digit forward, one for digit
backward and a total digit span score which is the sum of the former two.
The digits are presented in series increasing in lenght starting from 3 and
extending to 9 digits for the forward direction and 8 digits for the

backward dircetion.

a) Digit Forward : The subject is presented with pre recorded digit
sequences at a rate of 1 digit per second, and asked to repeat them
exactly as he heard them. The subject score is the number of digits in the

longest correctly repeated sequence.
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b) Digit Backward : The subject is asked (o say them in an exactly
reversed order. The subject score is the number of digits in the longest

correctly repeated sequence.

Note : (Each section is discontinued when the subject fails to repear

both number sequence of a pair).

¢} Total Digit-Span : Is the sum of the scores of the two sections.

(ElL.Kholi, 1985]).
Digil Span : measures.
Forward : Immediate memory and Auditory attention

Backward : Short memory and Internal visual scanning (Weinbery)

(Melika. 1996).

The total degree may be balanced (10). but on looking at the two

parts of the test we find differences benveen forward and backuword.

The difference in degree between the sound people can never reach

5 degrees.
Education has a considerable positive impact on the forward form.

For the forward form the upper level of normal is 6 rough numbers

and 3 rough numbers indicates below normal degree.

For the backward form the upper level of normal is 5 rough number
and 2 rough numbers indicat below normal degree.

In term of rough numbers the normal difference between forward

and backword numbers is 2 with SD+ (.59-2) backward.
Backward test is related to memory rather than attention.

¢) * The Similarities test (Sub-Wechseler) :
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Twelve couples of words requiring the subject to say in what way

are two things alike (Anastasi, 1972).
It is subtest from Wechsler test for children intellegence.

The smilarities scale was applied to the subjects so as to save the

subject’s time and effort for the main battery of tests.
The choice of the similarities test was based on the following facts :

1) This scale is the best at representing intellegence with its verbal

and performance components (Wechsler 1944).

2) Similarities scale showed the highest correlation with the tétal
score on the W/B thus reflecting a high degree of validity. The similarities
correlates with the total scale 0.73 in different age group (IBID PP 94.).

3) Similarities scale have a high degree of reliabitly ranging between
0.79 - 0.87 (El. Kholi,1985).

Similarities scale measures, concept formation abstract and concrete

thinking (Meleka, 1996).
d) Cancellation letters :

This consists of a printed sheet with 323 random Arabic single

letters. The subject is asked to mark each ( . Jand ( j ).
The sheet included 38 ( ) and 32 ( ;) letters.

The subject is scored according to the time of performance and

number of errors.

Cancellation letters measure attention and responce rate (EL Kholi,

1985).
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e) Matching Familiar Figure Test (MFFT) :

This test measure reflectivity versus impulsivity as bipolar
dimension measured jointly by error and latency (Kagen 1964).

The examiner showed the child twelve groups of pictures, each of
which in two pages one over the other.

Before doing this, the examiner presents them with two groups for
practice.

There was a picture on the one page and six pictures on the oposing
page.

The examiner asked the child the point to the picture in the low;:r

side which is like that in the upper side.

The examiner would record latency by seconds until the first
response comes. The total number of errors of each group is calculated.

If the subject is correct, the examiner will praise him.

If wrong, the examiner will tell the child “No that is not the right one.
Find the one that is just like this one (point)". Continue to code respornses

without time recording until the child makes a maximum of six errors or

gets the correct item. If incorrect, the examiner will show the right answer
(Kagen 1964).
II- For personality assessement and measurement of mood :
a) Children Depression Inentory (CDI)

This test was done by Marria Kovacs (Kovacs, 1983). It covers a
wide range of depression symptons, including mood disorders and the

ability to enjoy the development of growth functions self assertion and
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personal behavior with others as well as circumstances surranding

school activities (Gharieb, 1985).

The scale has been established in its full form at 1982 including 27
Questions, each has 3 answers ranging from 0, 1, 2 degrees accoring the
patient responce, then the results were matched with the norms that

aranged according to sex and age.

The test was traslafed and acclamatized according to Egyptian

norms by (Gharieb, 1985.)
This survey inventory covers 27 symptoms:

Sadness, pessimism, feeling of failure, general feeling of loss of joy,
ill temper pessemistic anxiety, self hatred Selling of guilt, suicidal
thoughtr, inbility to tolerate frustration, loss of social awareness,
hesitation, body disfigureement, loss of volition for schoolastic
achievement, insomnia, Fatigue, loss of appetite, loneliness, loss of
schoolastic enjoyment, social isolation, loss of friends, school perofmence
deterioration, low self esteam, feeling of being outcast, disobedience and

social troubles, (Kovacs, 1983).

Items of this test concentrate on the effect left by depression on

children’s circumstances, as at school for instance.
This test is suitable for children from 7 to 18 in age.

It consists of 27 group of sentenses each of which of 3 parts, with

the examined having to chose one of them.

Each sentense take from zero to two in terms of degrees in

accordance with the severity of the sympotom.

So, the total score ranges from zero to 54 interms of degrees.
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b) Assessment of Anxiety. (The children Anxiety scale- CAS).

This scale was designed by Abd-Hamied and El-Nial (1991). Itis
an arabic version derived from Children’s Manifest Anxiety Scale (CMAS)
by Mc Candless, Castaneda and Palermo. This scale consists of 36

statements and measures all the aspects of the anxiety which include the

following :
1) Somatic features. 4) Emotional features.
2) Physiological features. 5) Mental features, and
3) Motor features. 6) Social features.

Each category could be assesed by 6-statments. The child after
reading each statment by himself or by the interviewer answers either
yes or no, if the answer is yes he scores 1 and if it is no he scores 0. The
total degree ranged between 0-36, the cut off point of the scale is 18 and

above 18 the child is considered to have high anxiety as a state.

The authors prepeared the (CAS) to be applied on the children at the
primary and preperatory schools and both the reliability and the validity

of the scale were assessed by the authors.
c) Junior Eysenk Personality Questionnaire. (JEPQ)

Measure the dimensions of extraversion versus introversion,
neuroticism versus psychotocism, lie scale & criminility according to
Eysenk (1964). This J.E.P.Q. consists of 96 questions inorder to measure
these four aspects of the personality. Instructions for literate subjects are
printed on each copy of the J.E.P.Q. these should be read aloud to groups
of subjects or be read silently by subject tested individually. When the
questionnaires are collected after completion, care should be taken to

check that all questions have been answered.

-74 -



The questionnaires are scored by using the appropriate scoring sheet

there are four keys for the junior version of the E.P.Q.*
Socioeconomic assessment

As affect completely personality changes in epileptic patient. This is
through (Questionnaire for Socioeconomic State).

The questionnaire is in Arabic and prepared to include most of the
risk factors that might be associated with psychiatric disorders in the
children. It consists of 32 items. This questionnaire was applied to all the
sample, the parents answered it at home and the questionnaire was
recollected on the second day. The questionnaire was designed by the
worker and was accepted by the supervisors to be used in this work. A
social class classification was devised in Britain 50 years ago and is
based on a grading of occupation according to their level of skill and
financial rewards and on the general status they confer in the

community. This classification was derived from Barker, 1987.
Investigations :
Electroencephalogram (EEG) :

It was done in the unit of Neurophysiology in El Haram Polyclinic,
using a Japanese-made apparatus. (NIHON-KOHDEN) with 8 channels.

Routine EEG, were performed for all patients and control groups
using a vega-10-10 channel machine. Electrodes were placed according
to the 10/20 international system of electrode placement.

EEG was obtained using the bipolar and refrential montages

standard for our laboratory.

Provocation techniques included hyperventilation were done to

patients and control groups.

* See Appendix
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Procedures

Cases and control groups were subjected. to :
1) Physical and Neurological examinations :

Patients and control groubs had undergone examination to rule out
any physical, mental or neurological diseases.

2) Psychiatric Interview :

(Semistructured interview) adopted in the Institute of Psychiatry and
Neruology, Ain Shams University
3) Questionnaire on childhood Epilepsy :

Prepared by the worker modified after pilot study and accepted by
supervisors.

The Quessionaire is conducted to cover the Sollowing :
1) Aetiology and precepitating factors

2) Seizure onset, past seizure frequency, current seizure Jrequency,
longest seizure free period, date of last seizure & history of status
epilepticus (if present).

3) - Current seizure pattern, prodromal symptoms, aural, Ictal and

post-ictal states.
- Factors affecting seizure control and general principles which

were used for management.

4) Type of drug intake, monotherapy or polytherapy controlled seizure or
not. Dose, duration of intake, side effects, serum level if possible and
if the patient is compliant or not (see appendix).

All data 6btained are enlisted in a sheet and computerized to be
accessible for statistics.
Data were obtained from both patients in and members of their

JSamily.
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Statistical ana[_t/szls

The data was collected and proccessed to a personal completer (PC)
IB compatible and analysis was done with the aid o the programe (SPSS)

statistical package for social science version 6. 0.
The statistical test used are :

1) Prevalence :

Definition : The prevalence (or, more property, the point prevalence)
or a disease in population is the proportioin of that population having the
disorder at a given point in time.

a- Prevalence is defined in terms of a single point in time even
though the actual process of data collection may take place over days,
weeks or years.

b- Thus, prevalence provides a static measure of disease frequency,

analogous to a singe frame of a motion picture.

The calculation

a- Prevalence is calculated using the formula

total number of diseased individuals at given time
total population

Prevalence =

b- The numerator encompasses both new and on going cases o the

disease. (Knapp and Miller, 1992)
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2) the mean = the arithmatic average

X

The mean “M™ = —~
N
where } = the sum of,
X = individual values,

N = the number of cases

3) Standard deviation (SD)
It is the square root of the variance. It gives an estimate of the auar-

age deviation around the mean

(T X)?
[sx2 &3

=SD N\ —"—

where X X 2 = the sum of squares of the individual values, and

(3X)2 = the square of the same of the individual values

4) T. test for independent samples :

Where X1 = the mean of the first group
Where X2 the mean of the second group
SD,; = standard deviation o the first group
SD,, = standard deviation o the first group
N; = number of cases in group one

N, = number of cases in group two
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5) Chisquare test X2,

sum of 2
2 (O - E)
2 T4

X

Where O = is the observed value
E = Expected value
6) Fisher excate test
For expected numbers less than five.
7) One way analysis of variance (ANOVA)

The total sum of squares about the mean

2
zx_zr(ZPE:T)

The “between groups” sum of squares

Ex1?, Ex2?, ,Zxm?  (ExT)?
Ny N3 Nm Nt

Where
N T = Total no. of observation
1 Nogw e . N, =number in individual group
X x T = total of al values

2x1,Xx2, ..., 2 x,, = total of the values in each group.
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1) Psychodemographic profile.

Comparison between GME and
[Tabjej] TLE groups through :

GME TLE P<0.05 (SIG.}
NO=146 NO= 106 %
- SEX
MALE a3 5685 56 -5 NS
FEMALE & Q15 0 s172
- FAMILY SIZE ’
<4 52 562 = b 00108
>4 94 6428 84 9=
1l-_SIB ORDER
FIRST TWO at S5 48 sa 5283 NS
MORE & 4452 0 4717
IV- ROOMS
1-2 8 53 42 34 3208 0.00078
MORE 68 4653 7”2 5792 -
V- WANTED
YES 124 843 o s 00002414
NO 2 1507 a7 3451
1. CLASS
RURAL 89 8096 & |ag NS
URBAN 57 2904 Q 057
N VIl- PARENTAL SEPARATION
YES 2 ns3 k<] 3113 NS
: NO 104 76.47 73 6387
- Xil- FAMILY INCOME
HIGH 91 6233 Q 057 0.0006312
Low 5 3767 59.43
—
Xill- EDUCATED PARENTS
YES 68 4658 61 5755 NS
NO 78 5342 S Qs
—

The family size of GME patients are significantly higher in
number than that of TLE patients .

Also , family size in cases of GME patients is higher than
TLE patients (P<0.05)

GME patients are wanted children more than TLE patients
(P<0.001)

Test used :

Chi-square test
P(<0.05)= Significant .
P(>005)=Non- significant .
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2) Illness profile.

(Jable]) compamison seTween GME GROUP.
& TLE GROUP CONCERNING

ONSET OF SEIZURES
GME TLE P
NO=146 NO= 106
I- AGE OF ONSET Nl
ONSET < 2YEARS 4 2.7% | s 4.7%
ONSET (2-4)YEARS 14 96%| 16 15.1% | ' NS
ONSET > 4 YEARS 128 87.7%] as 80.2% .
l- TYPE OF ONSET o
ABRUPT ag 26.1% | 27 34.9% NS
GRADUAL 108 73.9%] 69 65.1%
(WITH PRECEPITATING FACTORS)

This table shows, no significant difference between GME and TLE
groups as regards age of onset (whether below 2 years, between 2 to 4 years

or above 4 years) or regards type of seizure (whether abrupt or gl_'adual).

ONSETOF SEIZORES

Test used :

Chi-square test.
P(<0.05) = Significant .
P (>0.05) = Non- significant .
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- 2) Iliness profile.

[Talle 3] comparison BETWEEN GME GROUP,
& TLE GROUP CONCERNING
FREQUENCY OF SEIZURES

GME TLE P
NO=146 ¢ NO= 106 *¢
I- CURRENT FREQUENCY
1 DAY 9 62 24 226 { ooo1.
1 WEEK 21 144 24 226 .
1 MONTH 44 30.1 24 226
NONE 72 493 34 322
ll- PAST SEIZURE FREQUENCY
1 DAY 45 308 62 585
1 WEEK 34 233 16 94| <0001
1 MONTH 67 459 34 321

FREQUENCY OF SEIZURES :

* Current seizure frequency :-

This table shows a significant difference between GME and TLE
groups concerning current seizure frequency. (< 0.001)
GME > TLE :
frequent seizure/month
none frequent seizures
TLE > GME
frequent seizure/day
frequent seizure/week
* Past seizure frequency :-
This table shows a significant difference between GME and TLE
groups concerning past seizure frequency (< 0.001)
GME > TLE :

Post seizuire frequency/week

Post seizuire frequency/month

Test used :

Chi-square test .
P(<0.05) = Significant .
P(>005)=Non- significant .
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2) Illness profile.

(Table 47 DURATION

COMPARISON BETWEEN GME GROUP,
& TLE GROUP CONCERNING

DURATION
GME TLE P
NO=146 NO= 106
I- DURATION OF ILLNESS

<6 MONTHS 27 185% | 9 8.5% {005

(6 MONTHS - 2 YEARS) 42 28.8%| 23 21.7%

(2 YEARS- 5 YEARS) 42 28.8% | 47 44.3%

>5 YEARS 35 23.9% | 27 25.5%

l- LONGEST SEIZUREFreePERIOD
<6 MONTHS 80 54.8 % 81 76.4% | (005
(6 MONTHS - 2 YEARS) 66 452 %| 25 23.6%

Duration of illness :

This table shows, a significant difference between GME & TLE

concerning duration of illness.

GME > TLE :

Duration (< 6 months)

Duration (6 months - 2 years)

ILE > GME

Duration (> 5 years)

Duration (2 years - 5 years)

Longest seizure Free period :
This table shows. a significant difference between GME & TLE

groups concerning longest seizure free period.

GME > TLE ;

Longest seizure free period (6 months - 2 years)

TLE > GME

Longest seizure free period (<6 months)

Test used

Chi-square test .
P(<0.05) = Significant .
P (> 0.05 ) = Non- significant .



2) Illness pro file.

[Table 5] comparisoN BETWEEN GME GROUP.
& TLE GROUP CONCERNING

STATUS EPILEPTICUS, FAMILY & PAST HISTORY

GME TLE
NO=146 NO= 106
- STATUS EPILEPTICUS HISTORY
WITH 13 8.9% |18 16.98 % NS
‘NITHOUT 133 91.1% |88 83.01% '

This table shows, no significant difference between GME and TLE

groups as regards status epilepticus history.

ll- POSITIVE FAMILY HISTORY
NITH

27 18.5% | 21
119 81.5%( 85

19.8%
80.9%

NS

WITHOUT

groups as regards positive family history.

This table shows, no significant difference between GME and TLE

lI-POSITIVE PAST HISTORY
MTH
VITHOUT

3 2.1%

143 97.9% 98

7.55%
92.45%

NS

This table shows, no significant difference between GME and TLE

groups as regards positive past history.

STATTS EPILEPTICUS < FAMILY AND PAST BISTORY.

Tes( used
Chi-square test .
P (<0.05) = Significant

P(>0.05) = Non- significant .
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2) Illness protile.

(Table §] compaRrisoN BETWEEN GME GROUP,

& TLE GROUP CONCERNING

Chi-square test .

P(<0.05) = Significant .
P (> 0.05) = Non- significant .
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PERICTAL CHANGES
GME TLE P
NO=146 NO= 106
e |- PRODROMA
. JWITH 54 36.99% | 64 60.38 % 0.0002392
WITHOUT 92 63.01 |42 39.62%
(Figure, 6 & 7)
- AURA
WITH 86 58.90% {101 95.28 {0.0000000001477
WITHOUT 60 4110 | 5 4.72%
(Figure, 8 & 9)
H-ICTAL CHANGES
WITH 113 77.4% 1101 95.28 0.0008971
WITHOUT 33 226%)| 5 4.72% ‘
IV- POST ICTAL CHANGS
WITH 117 80.14 101 95.28 0.0005123
WITHOUT 29 1986 | 5 4.72%
( Figure, 10)
V- FACTORS AFFECTING ICTUS
WITH 113 77.4%1 83 78.3% NS
WITHOUT 33 22.6%|23 21.70% '
( Figure, 11)
This table shows, no significant difference between GME and TLE
groups as regards factors affecting ictus .
In the other hand, it shows a significant difference between GME and
TLE groups as regards the following :
I - Patients with prodroma .
2 - Patients with aura .
3 - Patients with ictal changes .
4 - Patients with post-ictal changes .



2) Illness profile.

[fgb/g7 COMPARISON BETWEEN GME GROUP,
& TLE GROUP CONCERNING

CAUSES
GME TLE - P
NO=146 % NO=106 %
f I- CEREBRAL:( Figure, 12 )

WITH 84 57.53% |38 3585%|  0.0006727
{withour 62 42.47% |68 64.15% :
: II-SYSTAMICY Figure, 13 )

WITH 89 60.96% | 90 84.91%|  0.00003518
- (WITHOUT 57 39.04%| 16 15.09% )

I-IATROGENIC : ,

WITH ( Figure, 14) |16 10.96%| 3 2.83% 0.0158

" [witHouT 130 89.04 |103 97.17%

This table shows, a significant difference between GME and TLE
groups as regards cerebral , systemic and iatrogenic aetiology

GME patients shows tendency to cerebral and iatrogenic aetiology
TLE patients shows tendency to systemic aetiology .

Test used .

Chi-square test .
P( < 0.05) = Significant .

P( > 0.05 ) = Non- significant .

86



2) Illness profile.

(Tablg §)

Comparsson between GME & TLE Concerning their
Psychiatic Morbidity.

GME TEL P
NO=146 % [NO=106 %

I Patients with Psvchiatric

Morbidity : 46 31.5 42 39.6
ConversionDisorder . 10 6.9 3 2.83

Conduct Disorder . 16 10.95 | 17 16.03 NS
Anxiety Disorder, 17 11.6 19 17.91

Sex Disorder . 3 2.05 3 2.83

1I Patients without Psychiatric|

Morbidity: 100 68.5 64 60.4 NS

This table shows, no significant difference between GME and TLE
groups as regards psychiatric morbidity .

TLE patients shows tendency to conduct disorder, sex disorder and
anxiety disorder . GME patients shows tendency to conversion disorder

.

Test used :
Chi-square test .
P( <0.05) = Significant .
P (> 0.05) = Non- significant .
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| .'2) Liness profife.

[fﬂ[]/[,’,g]vwcm;;;;:(—z—t:ison between GME and
TLE groups through :

Organic disease, Pregnacy troubles, Labour troubles and

Neurotic tiaits History.

Gr rE 73 P
NO - /1—/6 % No ¢ /06 '/‘
LYATH ORGANIC DISEASE
YES 104 n=n E:] S4.72 0 0DegR
NO 4?2 277 13 S8 !
1L- PREGNANCY TROUBLES
YES 21 14238 -] 2358 NS
NO 125 8562 81 78.42
"-LABOUR TRQUBLES
YES a8 1918 20 23 NS
NO 118 8032 78 7
W : HEUROTIC TRAITS
YES 19 8151 80 75.47 N8
NO 27 18.49 20 2453

This table shows, no significant difference between GME and TLE
groups as regards pregnancy troubles, Labour show tendency to organic

disease.

Test used :
Chi-square test .

P(<0.05)= Significant .

P(>005)=Non- significant
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J3) Therapeulic issues.

Correlation Between GME, TLE & Control Groups Concernir

(Table 1) DIFFERENT TYPES OF TIERAPY

TYPE OF SEIZURES GME TLE P
NO=146 % NO=106 %
TYPE OF THERAPY
A- MONO THERAPY 97 66.44 g5 5139 Lo L
8- POLY THERAPY 48 32.88 50 47 17 0.0218
C- NOQ THERAPY 1 0.07 1 09 ",

This table shows,

groups as regards type of therapy whether mono or polytheray.

It shows that there is a tendency of GME patients to take

a significant difference between GME and TLE

monotherapy, in the other hand TLE used more frequently polytherapv.

Test used :
Chi-square test.
P( <0.05) = Significant .
P (> 0.05) = Non- significant .
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3) Therapeutic issues.

a0l [} comparison BETWEEN SIDE EFFECTS / EACH Dxlg

IN BOTH GROUPS GME & TLE PATIENTS

) GME TLE P
—_— NO OF DRUG NO OF SE NO OF DRUG NO OF SE
DEPAKINE. 44 8 51 11 NS
e —
TEGRETOL. 127 36 46 21 0.0324
EPANUTIN . 18 2 8 0 NS
RIVOTRIL. 4 2 9 5 NS
GME . Suffered Significantly From Teg etol side effecks than did
TLE . '
Test used : _AED'S AED. !
Chi-square test . Trade Name Scientific Name
P(<0.05) = Significant . - Depakine - Sodium Valproate
.. - Tegretol - Carbamazepine
P (> 0.05 ) = Non- significant . - Epanutin - Hydantoin
- Rivotril - Clonazepam
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J3) Therapeutic issuces.

CORRELATION DUTWEEN AMOUNT OF DRUG INTAKE /EACH

DRUG _ —
I MONUTHERAPY oo | T mwmm T ]
ME. 41 20 ! 51 49 04 0.002207
JEGRETOL . 127 8699 46 434 |o.0o000000007808
__EPANUIIN, 18 1233 8 755 NS
m. 4 1.37 9 B.49 0.0156

This table shows, no significant diffcrence between GME and TLE

gronps as regards Epanutin intake.
ITowever, thicre Is significant difference between GME patients to

take Tegretol, in the other hand TLE uses more Depakine and Rivotril.

2] I’ULYTIIEEAPY No=usGME % NO=108 T ) Pﬁ &

DEFAKINE 26 17.8 35 33.01 Soskand -
TEGRETOL

TEGRFETOL 10 6.35 2 1.89 NS
EI'ANUTIN

DEPAKINE [ 41 2 1.89 NS
EPANUTIN

EPANUTIN 2 1.37 0 0 ns
RIVOIRIL
TEGRFTOL
RIVOTRIS. 4 2.74 7 (X} Ns
DECAKINE
TEGRETOL,
DEPAKINE 2 1.37 0 ] NS
EI'ANUTIN
TEGRETOL
RIVOTRN. 0 0 2 1.89 )
EIANUTIN

(Tablg 12) MUUNIOF DROG INTARE / EACH DRI -

This table shows, no significant difference between GME and TLE

groups as rcgards combined therapy of Tegretol/Epanutin,
Depakine/Epanutin, Epanutin/Rivotril, Tegretol/Rivotril/Depakine,
Tegretol/Depakine/Epanutin or Tegretol/Rivotril/Epanutin.

In the other hand, there iIs significant difference between GME
patients as regards combined therapy of Depakine and Tegretol. There

tendancy of TLIZ to Depakine /Tegrelol combinatton more than GME.

Test used : AED'S AED'S
Chi-square test . Trade Name Scientific Name
P(<0.05) = Significant . - Depakine - Sodium Valproate
= i - Tegretol - Carbamazepine
P (> 0.05) = Non- significant . - Epanutin _ Hydantoin




J3) Therapeutic issues.

(Tabig 13) DURATION OF DRUZ INTARE

DURATION OF DRUG INTAKE IN BOTH GROUPS GME & TLE

DURATION OF DRUG IN TAKE GME TLE 24 -
NO=146 | % NO=106 | )
<2YEARS 97 66.44 75 70.75
(2-5) YEARS .30 20.54 28 26.4 .,
> § YEARS 19 13.01 3 2.83 | 0.004696

Thes table shows a significant difference beween GME and TLE con-

cerning duration drug intake :
GME>TLE:

In duration of drug intake (> 5 years )

Test used :

Chi-square test,
P(<0.05) = Significant .
P (> 0.05) = Non- significant .
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3) Therapeutic issues.

[Table [4) comrruznce, skizure conrror, SIvE EFFECTS &
HIGH SERUM LEVEL

GRYE TLE P
NO~ 146 e HO=108 ) S
1. COMPUIENCE
A-COMPUIFNT PATIFNTS "y 58 49 T 58 04 NS
ON MONOTIIERAPY 17 7 45 42.45  lo.ooooooased
ON POLY THERAPY 23 23 25 3579 :
R NON COMPIIFNT PANIFNITS A6 3151 a8 3398 - -
OH MONNIIFNAPY 3 ~0 9 25 ws )
OH FOLYTHERAPY 23 50 27 7S |

This table shows, no significant difference between GME and TLE

groups as regands complience .

There is a significant difference between GME and TLE groups as re-
gards type of complient patient ( on monotherapy or polytherapy GME
paticnis shows tendency to complient on monotherapy more than TLE pa-

tients .

This tahle shows, no significant difference between GME and TLE

groups a< icgards non- complience .
Ihere is asignificant difference between GME and TLE groups as re-

gards type of non- complient patient ( on monotherapy or polytherapy

GME patients shows a tendency to non- complient on monotherapy more

than TLE patients .

T H-SEIZURE CONTROL
A.CONIROLLEN SFIZUNE 71 4R 63 35 3302 0.0132
O KOHOTLIF PAPY 9 R 23 €8.714 6.0443
ONFOLATERAT 1z 169 12 34 29 o
R.NON CONIROULFD STI7URE 75 5137 34 3208 v
0N MOHOTIIFRAPY 44 5867 30 42 25 0.0474
ON I"OLY THERARY 12 16.9 12 34.29 I

This table shows, no significant difference between GME and TLE

groups as regards controlled seizures .
‘there is asignificant difference between GME and TLE groups as re-

gards type of controlled seizure patients ( on monotherapy or polytherapy
GME patients shows a tendency of controlled seizure patients on mono-

therapy more than TLE patients .

‘This tahlc shows, no significant difference between GME and TLE

groups as regards non- controlled scizurcs .

‘There is a significant difference between GME and TLE groups as re-
gards type of non- comtrolicd scizure patients ( on monotherapy or poly-
therapy GMEE paticnts shows a tendency of non- controlled seizure pa-

ticnts on monotherapy more than TLE patients .

Test used :

Chi-square test.
P(<0.05) = Significant .
P (> 0.05) = Non- significant .




COMPLIENCE, SEIZURE CONTROL,SIDE EFFECTS &
IHIGH SERUM LEVEL

lll- SIDE EFFECTS
WITH 43 29.45 29 27.36 NS
WITHOUT 103 7056 T 72.64 S

This table shows, no significant difference between GME and TLE

groups as regards side effects .

IV-HIGH SERUM LEVEL
WITH 35 23.97 22 20.75 NS
WITHOUT 111 76.03 34 79.25

This table shows, no significant difference between GME and TLE
groups as regards high serum level.

(Table 15) COMPLIENCE, SEIZORE CONTROL, SIHE
EFFECTS & BIGH SERUM LEVEL

Test used :
Chi-square test .
P (< 0.05) = Significant .
P ( > 0.05 ) = Non- significant .
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4) Investigations.
a) Psychometry.

i - Cognitive functions.

COMPARISON BETWEEN GME GROUP, TLE GROUP &
CONTROL GROUP IN SUBWECHSELER'S

CODING TEST

GME GROUP TLE GROUP | CONTROL GROUP
| MEAN 71 7.0 7.9
| S.D 2.4 | 2.4 2.5 |

Tests used one way ANOVA and ¢ lest

f for all groups =3.6 p< 0.05 sign.
t test between 1 & 3 =2.28 p< 0.05 sign.
t test between2 & 3 =2.4 p< 0.05 sign.
t test between 1 & 2 =2.28 p> 0.05 not significant

(Table &) CODING TEST

This fable  Shows, a Significant difference between the 3
groups in one way ANOVA test and a significant increase in control

group more than GME & TLE group on T. test.

Groupl = GME GROUP
Group2 =TLE GROUP
Group3 = CONTROL GROUP
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4) Investigations.
a) Psychometry.

i - Cognitive functions.

COMPARISON BETWEEN GME GROUP, TLE GROUP &
CONTROL GROUP IN SUBWECHSELER'S

DIGIT SPAN TEST
I I GMmE GrOUP TLE GROUP | CONTROL GROUP
| MEAN | 8.6 8.3 8.6
S.D 2.5 2.7 2.4

Tests used one way ANOVA and ¢ lest
f for all groups = (.48

P> 0.05 not significant

t test between 1 & 3 — g4 P> 0.05 not significant
t test between 2 & 3=.82 P> 0.05 not significant
t test between 1 & 2=0.86 p>0.05 not significant

(Iablg I7) DIGIT SPAN TEST

This table shows, no significant difference between the three groups regarding their

scores in Digit span test.

Group 1 = GME GRoUP
Group2 =TLE GROUP ‘
Group3 =CONTROL GROUP
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4) Investigations.
a) Psychometry.

i - Cognitive functions.
CORRELATION BETWEEN GME GROUP, TLE GROUP &

CONTROL GROUP IN SUBWECHSELER'S
SIMILARITIES

GME GRQUP TLE GROUP CONTROL GROUP
I MEAN 11.8 12.6 13.9

S.D 2.5 2.2 2.3

Tests used one way ANOVA and t test

f for all groups = 21.6 p< 0.0001 highly sign.
t test between1 & 3 =6.3 p< 0.0001 highly sign.
t test between 2 & 3=4.1 p<0.0001 highly sign.
t test between ] & 2=2.4 p< 0.05 sign.

(Table ) SIMILARITIES

This table shows, a singnificant difference between the three groups using one way

ANOVA test . Both groups scored significantly less than control group. The

performance of TLE group is signinficantly better than GME group in Similarities test.

roupl = GME GRQUP
Group2 =TLE GROUP
Group3 = CONTROL GROUP
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4) Investigations.
a) Psvchometry.

i - Cognitive functions.

CORRELATION BETWEEN GME GROUP, TLE GROUP &
CONTROL GROUP IN

CANCELLATION LETTERS TEST (ERRORS)

| GME GROUP TLE GROUP | CONTROL GROUP
;_—'
MEAN 1.7 16 0.16
S.D 3.2 2.3 0.39 |

Tests used one way ANOVA and t test
f for all groups =173

t test between 1 & 3 =57

t test between 2 & 3=¢.1

t test between 1 & 2=0.33

p< 0.001 highly sign.
p< 0.001 highly sign.
p< 0.001 highly sign.
p> 0.05 not significant

Groupl = GME GROUP
Group2 =TLE GROUP
Group3 = CONTROL GROUP

(Tablg [9) CANCELLATION LETTERS [ET (ERRORS)

This table shows, a significant difference between the three groups way ANOVA
test .Performance of control group is significantly better than other two groups. On
compared GME and TLE groups we don't find any signinficance in Cancellation Letters

Test (Errors).
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4) Investigations.
a) Psvchometry.
I - Cognitive functions.

CORRELATION BETWEEN GME GROUP, TLE GROUP &
CONTROL GROUP IN

CANCELLATION LETTERS TEST (TIME)

| GME GROUP TLE GROUP

| mean 2.2 2.2 2.0

S.D 0.85 0.71 0.81 I

Tests used one way ANQVA and { test

f for all groups =1.7 p> 0.05 not significant
t test between 1 & 3 =1.6 p> 0.0S not significant
t test between2 & 3=1.8 p> 0.05 not significant
t test between 1 & 2=0.21 p> 0.05 not significant

(Table20) CANCELLATION LETTERS TEST (TIME)

This table shows, no significant difference between the three groups inone way
ANOVA test .On compared GME and TLE groups and each group with control group

we don't find any signinficance in Cancellation Letters Test (time).

Groupl = GME GROUP
Group2 =TLEL GROUP
Group3d = CONTROL GROUP
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4) Investigations.
a) Psychometry.

i - Cognitive functions.

CORRELATION BETWEEN GME GROUP, TLE GROUP &

CONTROL GROUP IN
MACHING FAMILIAR FIGURE TEST -TOTAL
(MFFT)
| | GME GroOuP TLE GROUP | CONTROL GROUP
| wmean | 103 11.6-_11.4‘—|
S.D 4.0 6.3 42

Tests used one way ANOVA and { test
f for all groups = 2.6

p> 0.05 not significant

t test between 1 & 3=2.07 p<0.05 sign.
t test between 2 & 3-0.2 p> 0.05 not significant
t test between 1 & 2-1.8 p> 0.05 not significant

(Tabledl) MACEING FAMILIAR FIZTRE TEST-TOTAL
ERRORS (MFFT)

This table shows, no significant difference between the three groups in one way

ANOVA test .Performance of GME group is significantly better than control group. On

compared TLE , GME ard control groups we don't find any signinficance in Matching

F miliar Figure Test-Total

Group I = GME GROUP
Group2 =TLE GROUP

Groupd = CONTROL GROUP 100



4) Investigations.

a) Psychomelry.

i - Cognitive functions.

CORRELATION BETWEEN GME GROUP, TLE GROUP &
CONTROL GROUP '

MACHING FAMILIAR FIGURE TEST -MEAN TIME

(MFFT)
| [ omEe GrouP TLE GROUP | CONTROL GROUP
| MEAN | 20.8 17.9 15.6
| S.D | 11.0 8.8 8.3

Tests used one way ANOVA and t test

f for all groups =8.2 p< 0.001 highly sign.
t test between1 &3 =1.1 p< 0.001 highly sign.
t test between2 & 3=1.9 p> 0.05 not significant
t test between 1 & 2=2.2 p< 0.05 significant

(Table22) MACHING FAMILIAR FIGTRE TEST-MEAN
IIMEQMFED)

This table shows, a significant difference between the three groups in one way
ANOVA test .Performance of control group is significandy better than TLE group
andperformance of TLE group is significanuly better than GME group On compared

GME, TLE amd control groups we don't find any signinficance in Matching F miliar

Figure Test- Time.

Group 1 = GME GROUP
Group 2 =TLE GROUP
Group3 = CONTROL GR oup
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4) Investigations.
a) Psychomelry.

i - Cognitive functions.

CORRELATION BETWEEN GME GROUP, TLE GROUP &
CONTROL GROUP IN

MACHING FAMILIAR FIGURE TEST -TOTAL TIME

(MFFT)
— ,
| GME GROUP TLE GROUP _| CONTROL GROUP |
———
| MEAN 252.4 225.3 " 188.0 |
| S.D 135.6 114.8 100.2 |
-

Tests used one way ANOVA and t test )
f for all groups =8.08 p< 0.001 highly sign.

t test between 1 & 3=4.2 p< 0.001 highly sign.
t test between 2 & 3=2.4 p< 0.05 significant
t test between 1 & 2=1.7 p> 0.05 not significant

(Table2) MACHING FAMILIAR FIGORE TEST-I0T4L
JIMECMFFT)

This table shows, a significant difference between the three groups way ANOVA test

Performance of control group is significantly better than other two groups. On
compared GME and TLE groups we don't find any signinficance in Maching Familiar

Figure Test-Total Time (MFFET).

roup 1 = GME GROUP
Group2 =TLE GROUP
Group3 = CONTROL GROUP
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TIE CHILDREN DEPRESSION INVENTORY (2

GME GROUP TEL GROUP CONTROL GROUP
MEAN 12.7 12. 12.6
S.D 5.0 5.8 5.6
f test = .60 P> 0.05 NS

This table shows,non siginificant difference between the scores of
the threc groups using one way ANOVA test. in the children

Depression inventory ( CDI )

(Table24) F. MEAN AND SD OF DIFFERENT GROUES

0r ety

THE CHILOREN ANKIETY SCALE (U4S)

GME GROUP TEL GROUP CONTROL GROUP
MEAN 17.0 16.8 16.6
S.D 6.7 6.8 6.7
ftest=2.1 P > 0.05 NS

(Table 25) F. MEAN ANDSDOF DIFFERENTCROUPS OF

(45

This table shows,non siginificant difference between the scores of

the three groups using one way ANOVA test. in the children
Anxiety scale (CAS)

Group I
Group 2
Group 3

= GME GROUP
=TLE GROUP
= CONTROL GROUP
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Fig. (3):Comparison between GME group TLE group & control group in

the children anxiety scale

Anxiety +ve
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* =i

gnificant

GME TLE GME  Control TLE

This figure shows no sig. difference between GME & TLE. There is significant
difference between control group and both of GME & TLE groups

Test used
Chi-square test .

P(<0.05) = Significant .

P (> 0.05 ) = Non- significant .
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Fig. (4):Comparison between GME group TLE group & control group in

the children depression inventory (CDI)
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This figure shows no sig. difference between GME, TLE & control groups TLE 73
Control 7
Test used :

hi-square te
P(<0.05) = Sienificant .
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iii - Assessement of personality.

COMPARISON BETWEEN GME GROUP,

TLE GROUP &CONTROL GROUP IN

JUNIOR EYSENK PERSONALITY QUESTIONAIRE (JEPQ)

THE VARIABLE GME TLE CONTROL P VALUE
NO=146 % NO=108 NO=93 °% -
NEUROTICISM 28 19.2 17 16 6 8.5 NS
PSYCHOTOCISM 38 26 34 321 22 23.7 NS
INTEROVERSION 67 459 57 538 49 52.7 NS
LIESCALE 86 58.9 53 50 53.8 i

(Tableds) _JUNIOR EYSENK

PERSONY

LY

QUESTIONAIRE (JEPL)

This table shows,non siginificant difference between the scores of

the three groups using Chi-square test .

Test used :

Chi-square test .
P(<0.05) = Significant .

P (> 0.05) = Non- significant .

106



4) Investigations.
b) EEG.

CORRELATION BETWEEN GME GROUP,
& TLE GROUP CONCERNING EEG

EEG GME TLE
Pattern
No = 146 % No = 106 %
1. GENERALIZED ACTIVITY 144 78.18 0 0
2. RIGHT TEMPORAL 0 0 35 33.02
DISCHARGES
3. LEFT TEMPORAL 0 0 57 53.77
DISCHARGES
4, BI - TEMPORAL 0 0 14 13.21
DISCHARGES
5. TEMPORAL & SECONDRY 28 19.2 0 0
GENERALIZATION
6. NONE (FREE EEG) 4 2.7 0 0

(Tablell)

This table shows :
As regardes the EEG of the GME patients , there are 78.18 % with

generalized aclivity , 19.2 % with Temporal discharges with secondry
generalization and 2.7 without EEG changes .

As regardes the EEG of the TLE patients, there are 33.02 % with right
temporal discharges , 53.77% with left temporal discharges and 13.21% bi-

temporal dischargcs ,
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1) Psychodemograhic profile.
(T'he relation between Psychodemographic variables
and performance on different psychometric tests).
a)Psychometry.
i- Cogni tive funchtions
- Coding test
- Digit span test
- Similarities
- Cancellation letters test (Time)

- Cancellation letters test (Errors)

Maching familiar figure test-Total and Mean time (MF, FT)

- Maching familiar figure test-Total errors (MFFT)

ii- Assessement of mood.
- The Children anxiety scale (CAS).

- The children depression inventory (CDI).

iii- Assessement of personality.
- Psychoticism
- Neuroticlsm
- Extraversion
- Introversion

- Lie scale.
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RESULTS:
II) Details .

1) Psychodemographic profile .
2 ) lllness profile .

3 ) Therapeutic issues .
4 ) Investigations .

a ) Psychometry .
b ) EEG.




%) S ORIER

COMPARISON' BETWEEN FIRST TWO SIB ORDER PATIENTS & DIFFERENT PSYCHOLOGICAL
—=_ T8 TRl VWY oIB URDER FPATIENTS & DIFFERE

& COGNITIVE SCALES CONCERNING GME & TLE GROUPS

o 32)- FRSTIW

CODING { DIGIT SPAN| SIMILARITIES JCANCELLATION LETTERgANXIETY!PSyoholiclm Neuroticisn g xteroversionleroversio] Lie scaie Depressior MFFT
we Ve . TIME ERROR . e *, * » . o TIME | ERROR
GME | 81 29 16 4 14 19 42 13 12 3 a5 49 26 2 4
TLE | 56 27 1" ) 8 9 3 18 g 1 28 29 18 2 10
20.05 NS NS NS NS NS NS | 00269 | NS NS NS NS | NS [ NS [o0i41
"his Table Shows, e * N ) N
TESTS USED: v
. : ESTS.
igiificant (P<0.05): Psychoticism & MFFT (ERROR) TEST. TLE > GME . C': :f‘* ;EQ“U AERXEACT TTE STS.
NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES,
COMPARISON BETWEEN SIB MORE > FIRST TWO ORDER PATIENTS & DIFFERENT
PSYCHOLOGICAL & COGNITIVE§CAL§$_CONCERNING GME & TLE GROUPS
" NO CODING | DIGIT SPAN] SIMILARITIES CANCELLATION LETTERdANXIETYPsycholiclsu Neuroticisng xteraversioateroversiofl ie scale Depression MEFT
. LA e TIME ERROR L AAd v . bl o *e TIME ERROR
GME | 65 29 16 0 14 13 35 18 14 4 27 35 23 0 4
TLE | S0 24 12 0 3 13 26 12 8 | 27 23 6 | 271
<0.05 NS NS — NS NS NS NS NS NS NS NS J0.004201 NS | S
'his Table Shows, ' [I’ab/g 53] - Mﬂﬂﬁ' ' )
gniticant (P<0.05): Lie scale TEST. GME > TLE
IS) Non-Significant (P>0.06) : OTHER PSYCHOLOGICAL & COGNITIVE 3CALES. TESTS USED: ) )
. FISHER EXACT TESIS.

. CHI-SQUARE

TESTS.
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4) BOOMS:

COMPARISON BETWEEN MORE THAN TWO ROOMS PATIENTS & DIFFERENT

PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE G

-4

ROUPS

(Table 54]

CODING ] DIGIT SPAN| SIMILARITIES JCANCELLATION LETTERS|ANXIETY Psychaticism Neuraticism | Exteroversion | Interoversion| tia scale | Depression MFFT
(L o . TIME ERROR o A . . . * TIME | ERROR

GME 68 21 11 1 12 13 40 14 15 1 32 38 29 2 3

TLE 72 38 -16 8 17 40 21 1 2 43 6 15 3 10
P<0.05 0.0214: NS NS NS NS NS NS NS NS NS NS [0.005457] NS NS

e . .
This Table Shows, '

_— < TESTS USER: EsTS
Significant (P<0.05): CODING & DEPRESSION TEST. GME > TLE . FISHER EXACT TE: s
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. .o CHI-SQUARE TESTS.

COMPARISON BETWEEN {1-2) ROOMS PATIENTS & DIFFERENT
b 5] PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS
NO CODING | DIGIT SPAN| SIMILARITIES CANCELLATION LETTERS[ANXIETY] Psychoticism| Neuraticism | Exteroversion [ Interoversion| tie scale Depression MFFT
o ** . TIME ERROR v v b . . . .- TIME | ERROR

GME 78 39 21 3 16 14 38 21 13 4 32 43 28 0 5

TLE 34 15 7 0 7 5 19 12 4 2 16 16 8 1 8
P<0.05 NS NS NS NS NS NS NS NS NS NS NS N 3 NS NS
This Table Shows o o

' TESTS USED:

Signiticant (P<0.05): NONE
{NS) Non-Significant (P>0.06) : ALL PSYCHOLOGICAL & COGNITIVE SCALES.

s p—

CHI-SQUARE

TE

FISHER EXACT TESTS.

LTS,




D) SEX:

e Z8)

COMPARISON BETWEEN MALE PATIENTS & DIFFERENT PSYCHOLOGICAL

- MALE

& COGNITIVE SCALES CONCERNING GME & TLE GROUPS

CODING | DIGIT SPAN| SIMILARITIES CANCELLATION LETTERSJANXIETY] Psycholicism | Heuroticism | Exteraversion] interoversion 11 scale Depressicn MFFT
" ** . TIME ERROR " A o . " - *+ | TiME [ ERROR
GME 83 39 12 1 14 15 48 19 20 2 42 62 35 3 5
TLE 56 25 12 0 7 11 35 16 12 3 27 28 10 1 8
<0.05 NS 0.0216"" NS NS NS NS q.0288 NS NS NS NS 0.0206 NS NS
THE] L 2] . e
his Table Shows, TESTS USED: -
ignificant (P<0.05): DIGIT SPAN, Psychoticism TLE > GME & DEPRESSION TEST.  GME » TLE . C': : f'_*fSEQRU AER";CT TTEESS [". -
NS) Non-Significant (P>0.08) :ALL PSYCHOLOGICAL & COGNITIVE SCALES.
; S
bledy) - FEMALE. 3
COMPARISON BETWEEN FEMALE PATIENTS & DIFFERENT PSYCHOLOGICAL
& COGNITIVE SCALES CONCERNING GME & TLE GROLUIPS
- NO CODING | DIGIT SPAN| SIMILARITIES JCANCELLATION LETTERSJANXIETY] Psychoticism | Meuruticisin | E stetoversion Interoversion] Lie scale [ Depression MFFT
* * * TIME ERROR e " . . s . . TIME | ERROR
3ME 63 23 19 3 12 14 kR 25 8 3 24 24 15 0 4
TILE 50 26 10 0 [ " 24 16 6 2 28 23 15 3 9
<0.05 NS NS NS NS NS NS NS 0.0127 NS NS NS NS NS NS
oo, . L) ve . aa
his Tuble Shows, ]’ESTS USED |
gnificant (P<0.06): Neuroticism TEST. GME > TLE . .. C';:IS“SEQ"U AF;:‘EAC T TLE?» Is.
S) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES. SIS

vy ( Bl




) FAMILY SIZE -

COMPARISON BETWEEN FAMILY SIZE < 4 MEMBERS PATIENTS & DIFFERENT PSYCHOLOGICAL

& COGNITIVE SCALES CONCERNING GME & TLE GROUPS
e dy - 4
- NO

CODING | DIGIT SPAN| SIMILARITIES JCANCELLATION LETTERdANXIETYPsychoIicIsn Neurolicisn €xteroversiofateroversio] L e scale]Depressiorn MFFT
_ b M * TIME ERROR .e e e . se . . TiIME | ERROR
GME 52 24 10 3 7 11 25 9 6 1 21 28 18 0 4
TLE 22 13 [ 0 8 3 16 7 2 2 10 12 7 1 4
2<0.05 NS NS NS NS NS NS NS NS NS NS NS NS NS NS
'his Table Shows, * * ' )
L 1S :
igniticant (P<0.05): NONE. IES{'S‘ "'EDHsHER EXACT TESTS.
NS) Non-Significant (P>0.05) :ALL PSYCHOLOGICAL & COGNITIVE SCALES. .. CHI-SQUARE TESTS.

COMPARISON BETWEEN FAMILYJSIZE > 4 MEMBERS PATIENTS & DIFFERENT PSYCHOL.OGICAL
" 4 & COGNITIVE SCAI_.ES CONCERNING GME & TLE GROUPS
abledl) - °

NO

CODING | DIGIT SPAN | SIMILARITIES JCANCELLATION LETTERS|ANXIE TV} Psychoticism | Meuroticisin | Exteroversion|interoversion] § e scale | Depression MFFT
" * TIME ERROR . . . . ' . o TIME | EKROR
il\fE 94 37 22 0 21 18 53 28 24 4 42 54 33 2 5
TLE | 84 37 17 0 7 17 44 22 14 3 43 a2 17 Tz
><0.08 NS NS — 70.0104 NS NS NS NS NS 00242 NS | 00w | NS | oouies
his Table Shows, ’ v ) .

ignificant (P<0.05): CANCELLATION LETTERS, DEPRESSION GME > TLE & MFFT (ERROR) TEST, INTEROVERSION TLE > GME
NS) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES. TESTS USED :

FISHER EXACT TLSTS.
e CHI-SQUARE FTEsTS.
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d) WANTED:

COMPARISON BETWEEN PATIENTS WHO ARE WANTED BY PARENTS & DIFFERENT

PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

NO CODING ] DIGIT SPAN] SIMILARITIES JCANCELLATION LETTERgANXIETY‘Psychollcisn NeuroticisinE xteroversiotjnteraversioif Lie scale {Depressior MFFT
PP A L] TIME ERROR A e .. M (X4 . A TIME ERROR
GME | 124 54 24 3 23 25 60 3 19 4 57 70 45 i 7
TLE 69 31 11 0 7 16 38 15 10 4 34 34 13 1 8
P<0.05 NS NS NS NS NS NS NS NS NS NS NS 0.0113 | NS NS
This Table Shows, *e v . .
ESTS USED:

Significant (P<0.05): Depression TEST. GME > TLE TESTS USE FISHER EXACT TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. .t CHI-SQUARE TESTS.
COMPARISON BETWEEN PATIENTS WHO ARE NOT WANTED BY PARENTS & DIFFERENT
PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

NO CODING ] DIGIT SPAN | SIMILARITIES JCANCELLATION LETTERSANXIETY] Psychalicism [Neuroticisn g xteroversiofiteroversto| | s acol. Degiression MFEFT
e [T TIME ERROR e . . : . e ve TIME | Eniton
GME 22 8 7 0 4 5 16 4 4 1 8 8 7 1 0
TLE 37 21 13 0 5 6 23 18 7 2 22 18 1 2 7
P<0.05 NS NS —_ NS NS NS 0.0492 NS NS NS NS NS NS NS
This Table Shows, '  ESTS USER ' :
R R shen exact TES TS,
resis.

Signiticant (P<0.05): Psychoticism TEST. TLE > GME

(NS} Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

CHI-SQUAHNE
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) (4SS

COMPARISON BETWEEN RURAL PATIENTS & DIFFERENT

PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

- RURAL

NO CODING | DIGIT SPAN| SIMILARITIES JCANCELLATION LETTERdANXIET\W Psychoticism | Neuroticism | Exteroversion| Interoversion ]t ie scale] Depression MFFT
. e . TIME ERROR . . . * . . TME | ERROR
GME 89 a8 19 2 15 12 48 18 15 3 37 53 30 0 5
TLE 63 32 16 0 7 10 32 20 9 2 36 K| 16 3 14
P<0.05 NS NS NS NS NS NS NS NS NS NS NS NS 0.038 jo 002294
This Table Shows, ' v
Significant (P<0.05):MFFT (TIME ) & (ERROR) TESTS. TLE > GME TESTR USED: o cxacT resTs.
(NS) Non-Significant (P>0.08) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. .. CHI-SQUARE TESTS.
COMPARISON BETWEEN URBAN PATIENTS & DIFFERENT
PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS
CODING | DIGIT SPAN| SIMILARITIES |CANCELLATION LETTERSANXIETY Psychoticism | Meuraticisim | Exteroversion | Interoversion{ e scale [Deptessloa MFFT
b hid . TIME ERROR e ** " . . e . TME | ERROR
GME 57 23 13 2 13 19 30 17 12 3 27 30 20 2 2
TLE 43 19 8 0 4 11 24 11 8 2 19 20 10 1 3
P<0.05 NS NS N3 NS NS NS NS NS NS NS NS NS NS NS
This Table Shows, " e . . .
[
Significant (P<0.05): NONE. TERTS UIED:
FISHER EXACT TESTS.
.. CHI-SQUAHE TES TS

(N3) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES.
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7) PARSNTAL SEPARATION

(Table 40)

COMPARISON BETWEEN PATIENTS
& DIFFERENT PSYCHOLOGICAL & COGNI

SUFFERING FROM PARENTAL SEPARATION
TIVE SCALES CONCERNING GME & TLE GROUPS

IS

CODING | DIGIT SPAN SIMILARITIES |JCANCELLATION LETTERSJANXIETY] Psychaticism Neuroticisin | Exteroversion [ Interoversion tie scale | Depression MFFT
ok . . TIME ERROR . . e y e ol * TIME | ERROR
GME 32 11 6 1 2 5 18 4 8 1 17 19 8 0 1
TLE 33 16 7 0 3 7 18 9 7 1 16 12 0 0 4
P<0.05] NS NS NS NS NS NS NS NS NS NS NS NS 0008151 NS
This Table Shows, : ' ’
Significant (P<0.05): DEPRESSION TEST. GME > TLE IE§¥§ LJ§ED‘F:ISH ER EXACT TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. . CHI-SQUARE TESTS.
COMPARISON BETWEEN PATIENTS NOT SUFFERING FROM PARENTAL SEPARATION
& DIFFERENT PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS
(Tabl 41] - W
CODING | DIGIT SPAN| SIMILARITIES CANCELLATION LETTERS|ANXIETY Psychoticism | Neuroticism | Exteroversion Interoversionf | ie scale } Depression MFFT
* A . TIME ERROR . .. e ' “. v .. TIME | ERROR
GME 101 46 25 3 25 23 55 27 19 4 47 56 42 2 8
TLE 73 38 15 0 10 1" 40 23 1 3 40 41 25 4 12
P<0.06 NS NS NS NS NS NS NS NS NS NS NS NS NS NS
: e L E
This Table Shows, ' v
L - ]LSTS UsEn .
Signiticant (P<0.05): NONE. FISHER EXACT 7JEg)s

(NS} Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES.

CHI-SQUAHE

Tesrs.




&) FAMILY INCOME :

COMPARISON BETWEEN PATIENTS WITH SUFFICIENT FAMILIAL INCOME
& DIFFERENT PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

(Table42) - it
NO CODING | DIGIT SPAN | SIMILARITIES CANCELLATION LETTERS|ANXIETY Psychoticism | Neuraticism | Exteroversion hueroversion| Lia scals | Qepression MFFT

ve .. M TIME ERROR . .. . . e . o TIME | ERROR

GME 91 36 18 3 18 18 44 24 16 2 41 51 35 2 7

TLE 43 19 10 0 3 7 24 15 5 2 26 22 9 3 8
P<0.05 0.006249 NS NS NS NS NS NS NS NS NS NS [ 00437 | NS NS
L ) — "* " FISHER EXACT TESTS.
Significant (P<0.05):DEPRESSION TEST. GME > TLE 7 . CHI-SQUARE TESTS.

911

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

COMPARISON BETWEEN PATIENTS WITHOUT SUFFICIENT FAMILIAL INCOME

& DIFFERENT SYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS
(Table43) - InW
NO

CODING [ DIGIT SPAN| SIMILARITIES [CANCELLATION LETTERS|ANXIETY] Psycholicism | Meuroticism | Exteroversion Intecaversion] Lie scale { Depression MFFT
* . . TIME ERROR . v ** * . . . TIME | ERROR
GME 55 25 14 . 1 13 10 32 12 12 4 22 29 17 0 2
TLE 63 Ki) 13 0 10 12 35 19 12 1 30 N 16 1 7
P<0.05 NS NS NS NS NS NS NS NS NS NS NS NS NS NS
This Table Shows, . . . .
- ' TESTS USED:
Significant (P<0.05):NONE. - * FISHER EXACT TESTS.
. CHI-SQUARE TESTS.

(NS) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES.




J) EOUCATED PARENTS :

COMPARISON BETWEEN PATIENTS WITH EDUCATIONAL PARENTS

& DIFFERENT PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

able44) - IES
NO CODING | DIGIT SPAN | SIMILARITIES JCANCELLATION LETTERSJANXIETY Psychoticism ] Neuroticlsm } Exteroversion| Interoversion] Lie scale | Depression MFFY

- P - TIME ERROR . “w . . b . »e TIME ERROR

GME 68 28 18 1 18 14 35 16 15 3 28 33 21 2 4
TLE 61 30 15 0 [ 8 36 23 1 4 29 29 16 3 10
P<0.05 NS NS NS |00 ] NS [ NS | Ns NS NS NS NS | NS [ NS | NS
i h L X3

This Table Shows, ESTS USED : i
Significant (P<0.05):CANCELLATION LETTERS (TIME) TEST. GME > TLE . Cﬁ"ls'fonu AERXQ e TESTS.

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. i
COMPARISON BETWEEN PATIENTS WITHOUT EDUCATIONAL PARENTS
& DIFFERENT PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TI E GROUPS

11

able 45) - N0
NO CODING | DIGIT SPAN] SIMILARITIES |CANCELLATION LETTERS ANXIETY] Psychaticism | Neurolicism | Exteroversion | Interaversion|  ie scale Depression MFFT
. (X3 . TIME ERROR .. b A » .o . ‘e THAL | t RROR
GME 78 34 14 3 13 15 46 21 15 2 37 47 32 0 4
TLE 45 21 8 0 7 1 23 10 6 1 26 23 8 1 6
P<0.05 10.006249 NS NS NS NS NS NS NS NS NS NS |omeo | NS NS
This Table Shows, . ‘ ;
Significant (P<0.05):DEPRESSIONK CODING egrs  GME > TLE TesTs U§ED,§ ISHER EXACT TESTS
. CHI-SQUARE TESTS.

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.



) AGEOPONSET:

<0 VEARS

PATIENTS WITH ONSET OF SEIZURES <2Y

NO CODING |DIGIT SPAN | SIMILARITIES SANCELLATION LETTER RNXIET sychoticls |Neuroticlan xteroverslo Juteroversion | Lle scate Deprescion MFFT
. S TIME ERROR ¢ . . TIME |ERROR
GME 4 2 2 0 2 2 0 4 0 0 4 -2 0] 0 2
TLE 5 0 0 0 [s] 0 [0} 2 2 0 5 12 0 0 0
P<0.05I NS NS NS — NS NS —_— NS N S — NS NS — - NS
is Table Shows . .
b , . IEST‘S USER: SHER EXACT TESTS
Significant (P<0.05): NONE. L. CHISMER MRE TESTS.
(NS) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL 8 COGNITIVE SCALES.
S
[Tﬂb]g 47] [Z 4] YEAES PATIENTS WITH ONSET OF SEIZURES (2-4Y)
NO CODING |DIGIT SPAN SIMILARITIES CANCELLATION LETTER ANXIET |sychoticls [Neusoticlun xieroversio Jateroversion | Lie scale Peprestion MFFT
e - TIME ERROR b » . . . o . TIME [ERROR
GME 14 6 2 0 4 [+] 6 4 6 0 4 10 2 0 0
TLE 16 7 0 0 2 5 7 5 2 2 2 [ 2 0 0
P<0.05] NS NS NS — NS NS NS NS NS NS NS 00281 NS - —
This Table Shows, . ) TESTS USED:
signifi t (P<0.05): c ST. GME > TLE N FISHER EXACT TESTS.
gnificant ( ): LIE SCALE TEST SCALES. . CHI-SQUARE TESTS.

(NS) Non-Significant (P>0.06) :

OTHER PSYCHOLOGICAL & COGNITIVE




»4 JEARS

PATIENTS WITH ONSET_OF SEIZURES > 4Y

(Table 46)

CODING |DIGIT SPAN | SIMILARITIES |EANCELLATION LETTER RNXIET |sychoticis [Neuroticiun ] xteroverslo fnteroversion | Lie scale Pepression MFFT
b e . TIME ERROR . . . . . e . TIME |ERROR
I GME | 128 44 24 4 14 28 76 32 34 2 62 74 46 4 6
TLE 85 51 18 0 7 14 55 28 14 2 55 57 35 0 7
P<0.05 00002260 NS NS NS NS NS NS NS NS 0.0194 NS NS NS | NS
i e *e . -e
This Table Shows, ESTS USED: Cener teste
Signlificant (P<0.06): CODING & | OVERSION TESTS. > ’ FISHER EXAG =5 1S,
gnificant ( ) DIN NTER TLE » GME . CHI-SQUANE LS TS,

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.




2) TYPES OF NSET'

PATIENTS WITH ABRUPT ONSET

(Table 49) ABRUPT

Exteroversion, INTEROVERSION & MFFT (ERROR) TEST.

GME > TLE

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

CODING |DIGIT SPAN | SIMILARITIES CANCELLATION LETTER RNXIET [sychoticls [Neurolician | xteroversio Butesroversion Lle scale Pepresslon MFFT
. » TIME ERROR ve . . . v . o I TIME JERROR
GME [ 38 | 7 7 0 7 | 7 19 11 11 0 11 7 11 0 7]
}T.'F: a7 21 ) 0 5 5 16 11 11 5 27 21 11 0 0
P<0.05 Fooe &) eoe o — NS NS NS NS NS NS howiar4a  poxe - | NS — |I'Ns
This Table Shows, o JESTS USED : .
Significant (P<0.05): CODING, INTEROVERSION & Lie scale TEST. TLE>GME DiGIT SPAN, GME > TLE . FISHER EXACT TESTS.
(NS) Non-Significant (P>0.08) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. **  CHI-SQUARE  TESTS.
[rab]e50] ﬂﬂAﬂ”A[ PATIENTS WITH GRADUAL ONSET WITH PRECEPITATING FACTORS
NO CODING [DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER RNXIET ]sycholicis INeurolician | xteroversio Jnteroversion | Lie scale Pcpruslun MFFY
. . * TIME ERROR . . [ . i\ . o TIME [ERROR
GME | 108 44 15 4 22 19 74 37 22 0 59 56 30 0 1
TLE ag 42 [ 0 5 16 32 16 5 5 58 37 11 0 [0)
|P<0.05 BHTENS NS NS 1.76E-02 NS bosaze] NS omm® omn 0 006487 NS NS 00156
This Table Shows, v " , " )
: JESTS USED: ) . e
Significant {P<0.05): CODING, TLE > GME CANCELLATION LETTERS (TIME). ANXIETY, Neuroticiun, . FISHER EXACT T_t;bT_S.
.. CHI-SQUANE FTEsSTS.




1) Psychodemograhic profile (detailed)
(The relation between Psychodemographic variables
and performance on different psychometric tests).
a) Psychometry.
(Tables from number 28 till 45)
i- Cognitive funchtions
Coding test

Non-Significant :

No Signifcant difference was found in different psychological &
congnitive scales between GME and TLE concerning the
psychodemographic profile in the following :

Gender : Male or Female. (Tables 28, 29)

Family Size : more than 4 members or less (Tables 30, 31)

Sib-order : First two or more (Tables 32, 33)

Rooms : more than two (Table 35)

Wanted : Whether child was wanted or not (Tables 36, 37)

Residence : Rural or Urban (Tables 38, 39)

Parentral Separation : Whether present or not (Tables 40,
41)

Family income : low (Table 43)

Educated parents : educated (Table 44).

Significant :
There is significant difference between GME and TLE in the

Jollowing :
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TLE > GME in high family income (Table 12)
GME > TLE in patients live in up o two rooms (Tabie.
34) and patients with non educated

parents (Table 45).

Digit span test

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the
psychodemographic profile in the following :

Gender : Female patients (Table 29)

Family Size : more than 4 members or less (Tables 30, 31)

Sib-order : First two or more (Tables 32, 33)

Rooms : Up to two rooms or more (Tables 34, 35)

Wanted : Whether child was wanted or not (Tables 36, 37)

Residence : Rural or Urban (Tables 38, 39)

Parentral Separation : Whether present or not (Tables 40,
41)

Family income : whether high or low (Tables 42, 43)

Educated parents : Whether educated or not (Tables 44, 45)

Significant :
There is significant difference between GME and TLE in the
Jollowing :

TLE > GME Male patients (Table 28)
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Similarities

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the
psychodemographic profile in the Sfollowing :

Gender : Male or Female (Tables 28. 29)

Family Size : more than 4+ members or less (Tables 30. 31)

Sib-order : First two or more (Tables 32, 33)

Rooms : Up to two rooms or more (Tables 34, 35;

Wanted : Whether child was wanted or not (Tables 36. 37)

Residence : Rural or Urban (Tables 38, 39)

Parentral Separation : Whether present or not (Tables 0.
41)

Family income : whether high or low(Tables 42. 43)

Educated parents : Whether educated or not (Tables 4. 45)
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Cancellation letters test (Time)

Non-Significant :

No Signifcant difference Jound in different psychological &
congnitive scales between GME and TLE concerning the
psychodemographic profile in the Jollowing :

Gender : Male or Female (Tables 28, 29)

Family Size : less than Jfour members (Table 30)

Sib-order : First two or more (Tables 32. 33)

Rooms : Up to two rooms or more (Tables 34, 35)

Wanted : Whether child was wanted or not (Tables 36, 37)

Residence : Rural or Urban (Tables 38, 39)

Parentral Separation : Whether present or not (Tables 40.
41)

Family income : whether high or low (Tables 42. 43])

Educated parents : not (Table 45)

Significant :
There is significant difference between GME and TLE in the
Jollowing :
GME > TLE  in patients with big family size (more than 4
members) (Table 31), and with educated
parents (Table 44).
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Cancellation letters test (Errors)

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the
psychodemographic profile in the following :

Gender : Male or Fernale (Tables 28. 29)

Family Size : more than + members or less (Tables 30. 31)

Sib-order : First two or more (Tables 32. 33)

Rooms : Up to two rooms or more (Tables 34. 35)

Wanted : Whether child was wanted or not (Tables 36. 37)

Residence : Rural or Urban (Tables 38. 39)

Parentral Separation : Whether present or not (Tabies 40.
41)

Family income : whether high or low (Tables 42. 43)

Educated parents : Whether educated or not (Tables 44. 45j
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Matching familiar figure test-Total
and Mean time (MFFT)

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the
psychodemographic profile in the following :

Gender : Male or Fernale (Tables 28, 29)

Family Size : more than 4 members or less (Tables 30. 31)

Sib-order : First two or more (Tables 32. 33) ‘

Rooms : Up to two rooms or more (Tables 34. 35)

Wanted : Whether child was wanted or not (Tables 36. 37)

Residence : Urban (Table 39)

Parentral Separation : Whether present or not (Tables 40.
41)

Family income : whether high or low (Tables 42, 43)

Educated parents : Whether educated or not (Tables 44, 45)

Significant :
There is significant difference between GME and TLE in the

Jollowing :

TLE > GME In rural residence (Table 38)

126



Matching familiar figure test-
Total errors (MFFT)

Non-Significant :

No Signifcant difference found in different psychological &

congnitive scales between GME and TLE concerning the

psychodemographic profile in the following :

Gender : Male or Female (Tables 28. 29)

Family Size : less than 4 members (Table 30)

Sib-order : More than two (Table 33)

Rooms : Up to twwo rooms or more (Tables 34, 35)

Wanted : Whether child was wanted or not (Tables 36. 37)

Residence : Urban (Table 39)

Parentral Separation : Whether present or not (Tables 40,
41)

Family income : whether high or low (Tables 42, 43)

Educated parents : Whether educated or not (Tables 44, 45)

Significant :
There is significant difference between GME and TLE in the

Jollowing :

TLE > GME In big family size (Table 31), in rural
residence (Table 38) and first two

sib-order (Table 32).
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ii- Assessement of mood.
The Children anxiety scale (CAS).

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the
psychodemographic profile in the JSollowing :

Gender : Male or Female (Tables 28. 29

Family Size : more than 4 members or less (Tables 30. 31}

Sib-order : First two or more (Tables 32. 33)

Rooms : Up to two rooms or more (Tables 3. 35)

Wanted : Whether child was wanted or not (Tables 36. 37)

Residence : Rural or Urban (Tables 38. 39)

Parentral Separation : Whether present or not (Tabies 10,
41)

Family income : whether high or low (Tables 42, 43)

Educated parents : Whether educated or not (Tables 44, 45)
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The children depression inventory (CDI).

Non-Significant :

No Signifcqnt difference found in different psychological &
congnitive scales between GME and TLE concerning the
psychodemographic profile in the JSollowing :

Gender : Female patients (Table 29)

Family Size : Less than 4 members (Table 30)
Sib-order : First two (Table 32)

Rooms : More than two rooms (Tabie 35)
Wanted Child : Not (Table 37)

Residence : Rural or Urban (Tables 38. 39)
Parentral Separation : Not (Tabie 4] )
Family income : Low (Table 43)

Educated parents : Educated (Table 44)

Significant :
There is significant difference between GME and TLE in the
Jollowing :
GME > TLE Male patients (Table 28), big family size
(more than four members) (Table 31), sib-order
(more than two) (Table 33), low rooms nuwmnbers
(up to two rooms) (Table 34), wanted child (Table
36]. patients with parentral separation (Table
40), patients with high Jamily income (Table
42), and patients with non educated parents

(Table 45).
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iii- Assessement of personality.

Psychoticism

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the
psychodemographic profile in the following :

Gender : Female patients (Table 29)

Family Size : more than 4 members or less (Tables 30. 31)

Sib-order : First two or more (Table 33) '

Rooms : Up to two rooms or more (Tables 34, 35)

Wanted : Wanted child (Table 36)

Residence : Rural or Urban (Tables 38, 39)

Parentral Separation : Whether present or not (Tables 40.
41)

Family income : whether high or low (Tables 42, 43)

Educated parents : Whether educated or not (Tables 44. 45)

Significant :
There is significant difference between GME and TLE in the
Sollowing :
TLE > GME In male patients (Table 28), first two
sib-order patients (Table 32), and non wanted

child during pregnancy (Table 37).
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Neuroticism

Non-Significant :

No Signifcant difference found in different psychological &

congnitive scales between GME and TLE concerning the

psychodemographic profile in the following :

Gender : Male patients (Tabie 29)

Family Size : more than 4+ members or less (Tables 30. 31)

Sib-order : First two or more (Tables 32, 33)

Rooms : Up to two rooms or more (Tables 34. 35) ,

Wanted : Whether child was wanted or not (Tables 36, 37)

Residence : Rural or Urban (Tables 38, 39)

Parentral Separation : Whether present or not (Tables 40.
41)

Family income : whether high or low (Tables 42, 43)

Educated parents : Whether educated or not (Tables 44, 45)

Significant :

There is significant difference between GME and TLE in the

Sollowing :

GME > TLE Female patients. (Table 29)
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Introversion

Non-Significant :

No Signifcant difference Sfound in different psychological &
congnitive séales between GME and TLE concerning the
psychodemographic profile in the Jollowing :

Gender : Male or F erﬁale patients (Tables 28, 29)

Family Size : Less than 4 members (Table 30)

Sib-order : First o or more (Tables 32. 33)

Rooms : Up to two rooms or more (Tables 34. 35)

Wanted : Whether child was wanted or not (Tables 36, 37)

Residence : Rural or Urban (Tables 38, 39)

Parentral Separation : Whether present or not (Tables 40,
41)

Family income : whether high or low (Tables 42, 43)

Educated parents : Whether educated or not (Tables 44, 45)

Significant :
There is significant difference between GME and TLE in the
Jollowing :
TLE > GME In big family size (more than Sour
members) (Table 31).
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Lie scale

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the psychodemegraphic projile
in the following :

Gender : Male or Female patients (Tables 28. 2S)

Family Size : more than 4 members or less (Tabies 30, 31)

Sib-order : First two or more (Tables 32. 33)

Rooms : Up to two rooms or more (Tables 34, 35) !

Wanted : Whether child was wanted or not (Tables 36. 37)

Residence : Rural or Urban (Tables 38. 39)

Parentral Separation : Whether present or not (Tables 40.
41)

Family income : whether high or low (Tables 42, 43)

Educated parents : Whether educated or not (Tables 44, 45)
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2) [liness profile.
(The relation between Illness variables and
performance on different psychometric tests).
a) Psychometry.
i- Cognitive funchtions
- Coding test
- Digit span test
- Similarities
- Cancellation letters test (Time)
- Cancellation letters test (Errors)
- Maching familiar figure test-Total and Mean time (MFFT)

- Maching familiar figure test-Total errors (MFFT)

ii- Assessement of mood.
- The Children anxiety scale (CAS).

- The children depression inventory (CDI).

iii- Assessement of personality.
- Psychoticism
- Neturoticlsm
- Extraversion
- Introversion

- Lie scale
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[) PASTSEIZURE FREQUENCY :

PAST. SEIZURE EVERY DAY(AT ONSET OF DISEASE)

able 51) FREQUERT /DAY
NO 1CODING | DIGIT SPAN | SIMILARITIES EANCELLATION LETTERS RNXIETY PSYCHOTIS INEUROTIC. Reroversl Jnterovereion JLie scale Pepression MFFT
v o . TIME ERROR . . . s e ot TIME | ERROR
GME 45 19 13 2 7 4 22 11 4 0 26 22 1 0 4
TLE | 62 34 10 0 5 16 39 21 8 5 42 36 29 0 B
[P<0.05 NS NS NS NS 0.0267 NS NS NS NS NS NS jJoomss | — | NS
TESTS Q§EDF.lSHER EXACT TESTS.

This Table Shows,
Significant (P<0.05): CANCELLATION LETTERS (ERROR) & DEPRESSION TEST. TLE > GME

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

PAST. SEIZURE EVERY WEEK AT ONSET OF DISEASE

CHI-SQUARE TESTS.

Ge1

NO JCODING | DIGIT SPAN | SIMILARITIES CANCELLATION LETTERS JANXIETY PSYCHOTIS [NEUROTIC, erovers! Interoversion JUie scale Peprecsion MIFT
.o * . TIME ERROR e . . . v . TIME | ERROR
GME 34 8 7 2 7 °] 10 9 11 0 13 24 13 0 0
TLE 10 5 0 0 3 3 5 3 0 0 8 8 3 0 0
P<0.05] NS NS NS 00354 NS NS NS NS — 00495 NS NS
This Table Shows, . TESTS USED :
roversion TEST. TLE » GME * FISHER EXAC] TESTS.
.. CHI-SQUARE TLsTS.

Significant (P<0.05): CANCELLATION LETTERS (TIME) & Inte

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.




Ju |

(Takle 53) FREQUENT/ Mﬂh’TH

AST. SEIZURE FREQ EVERY MONTH AT ONSET OF DISEASE

NO CODING | DIGIT SPAN]| SIMILARITIES CANCELLATION LETTERS | ANXIETY Psycholicism] Heuroticism | Exteroversion | nterovarsion] Lie scale | Depression MFET
- . TIME ERROR . . . . .o [ 7w | erron
GME | 67 24 4 0 9 13 44 18 18 0 29 35 22 4 4
TLE 34 18 5 0 5 3 10 10 5 0 23 23 8 0 0
P<0.05 NS NS — NS NS 0.0005557 NS NS —_ NS NS NS NS NS
This Table Shows, . . . ’
Significant (P<. 05) ANXIETY TEST. TLE > GME TESTS llsEQFls“ER EXACT TESIS
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. .e CHI-SQUARE TESTS.




¢) CURRENT SEIZORE FREQUENCY :

fable §4) FIZE&UEW /DAY

CURRENT SEIZURE FREQUENCY [ DAY

CODING |DIGIT SPAN ] SIMILARITIES CANCELLATION LETTER RNXIET [sychoticis [Neuroliclan | xteroverslo Pnleroversion | L le scale Pepression MFFY
. * TIME ERROR . . .. L R . TIME JERRGR
[GME | © 0 2 0 0 2 7 0 2 0 0 7 0 0 2
TLE 24 21 3 0 3 5 21 5 0 0 13 13 8 0 0
rP<0.05 NS NS — NS NS NS NS NS — 0.0148 NS NS — NS
This Table Shows, TESTS USED flsHER EXACT TES1S.-
Significant (P<0.05): INTEROVERSION TEST.  TLE > GME . CHI-SQUARE TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.
CURRENT SEIZURE FREQUENCY /MONTH
CODING |DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER RNXIET |sychulicis [Neurotician | xteroversio Pnteroversion | Lia scale Pepression MEFY
. . . TIME ERROR " . . v . . e Jekicon
GME 44 18 7 2 [*] 14 28 8 5 V] 25 30 12 2 2
P TCE | 24 8 3 0 3 5 13 5 3 0 19 19 8 0 0
P<0.05 NS NS NS NS NS NS NS NS _— NS NS NS NS I NS
This Table Shows, * o TESTS USED: . -
. FISHER EXACT TESIG.
Significant (P<0.05): NONE. s CHI-SQUAHNL 1ESTS.

(NS) Non-Signlificant (P>0.05) :

ALL PSYCHOLOGICAL & COGNITIVE SCALES.




CURRENT SEIZURE FREQUENCY /| WEEK

(Table 55] FREQUENT / WEEK

CODING |DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER RNXIET ]sychoticls [Neuroticlam | xteroversio nteroversion | Lle scale Pepression MFFT
ve - . TIME ERROR ve .e b v v . . TIME JERROR
GME 21 12 5 2 2 5 ] 7 5 0 7 "9 5 0 Q0
TLE 24 16 3 0 3 5 5 11 8 3 8 13 13 0 0
P<0.05 NS NS NS NS NS NS | NS NS NS NS Ns loal | - | —
This Table Shows, * " TESTS USED:
Significant (P<0.06): DEPRESSION TEST. TLE > GME Lo A THER ExacT TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. :
—
&
NO CURRENT SEIZURE FREQUENCY -
CODING |DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER RNXIET sycholicls JNeuroticlan | xteroversio Jnteroverslon] Lie scale Depression MFFT
*s b TIME ERROR e . . . A . . TME [ERROR
GME 72 23 9 0 12 7 41 18 18 2 30 37 28 0 5
TLE 34 13 8 0 3 8 13 11 3 3 21 19 8 0 Q0
P<0.05 NS NS — NS NS NS NS NS N § NS NS NS MS
This Table Shows, . | TESTS USED:
Significant (P<0.06): NONE. ’ FISHER EXACT TESTS.
g ( ) “+  CHI-SQUARE  TESTS.

(NS) Non-Significant (P>0.05) :

ALL PSYCHOLOGICAL 8 COGNITIVE SCALES.



Table 36) <5 MONTES

PATIENTS WITH DURATION OF ILLNESS <6 MONTHS

Significant (P<0.05): MFFT (ERROR) TEST.

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

CODING ' [DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER RNXIET |sychoticls [Neurolician § xleroversio Jnteroversion | Lie scale Pepression MFFT
. . . TIME ERROR .e . ve . . A4 . TIME  JERROR
GME 27 8 2 2 0 4 23 4 13 ] 16 15 8 2 2
TLE ] 0 2 0 2 0 ] 5 5 2 2 5 0 0 0
fp<o0.05 NS NS NS NS NS NS | 00456 NS NS NS NS Ns [ns {Ns
This Table Shows, ’ . TESTS USED: ‘ |
: : . XAC =STS.
Signlificant {P<0.05): Psychoticism Test. TLE > GME .e CF":|S_HSEQR” AEH € i ]TEES rTs )
(NS) Non-Significant {(P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.
b[e 5g] [5M0”Tl{5’ ZYEAES PATIENTS WITH DURATION OF ILLNESS (6 MONTHS - 2YEARS)
CODING |DIGIT SPAN | SIMILARITIES JCANCELLATION LETTER RNXIET [sycholicls [Neurotician | xterovarsiao jnleroversion | Lie scale Pepression MFFT
. . . TIME ERROR o . . . - v . TIME |ERR M
I GME | 42 18 8 2 8 4 21 15 8 2 19 21 21 2 0
TLE 23 12 2 0 2 5 14 7 2 0 12 16 12 0 5
P<0.05 - NS NS NS NS NS NS NS NS NS NS NS NS 1S Jooore:
. ' TESTS USED: : )
This Table Shows, . FISHER EXACT IL5TS
TLE > GME o CHI-SQUAHE ISTS

o)




PATIENTS WITH DURATION OF ILLNESS (2 YEARS - 5YEARS )
able 60) 2 YFAHS 3 FEARS)

CODING [DIGIT SPAN SIMILARITIES [CANCELLATION LETTER RNXIET sychoticls INeuroticlan [ xteroversio nteroversion | Lie scale Yepwession MFFT
LA e TIME ERROR e .s - o e .o TIME  JERROR
GME 42 10 6 0 8 15 25 10 6 0 23 25 13 0 4
[ TLE [ 47 a5 14 0 5 ] 28 14 5 0 35 30 14 0 2
P<0.05 " |1.85E00 NS, - NS NS NS NS NS —_ NS NS NS -— NS
This Table Shows, . v TESTS USED: )
FISHER EXACT TESTS.
Significant (P<0. 05): CODING TEST. TLE > GME . CHI-SQUARE TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.
[]’ab/ﬂﬁl] 575’455 PATIENTS WITH DURATION OF ILLNESS > 5YEARS
CODING |DIGIT SPAN | SIMILARITIES ANCELLATION LETTER RNXIET sycholicls INeuratician | xteroversio Meraversion { Lie scale lepresslun MELT
v . TIME ERROR ,e ' - . . . e TIME |1 kRO
GME 35 19 10 0 6 2 19 10 6 0 13 23 8 0 2
TLE 27 12 0 0 2 7 12 8 5 2 18 14 7 0 0
P<0.0§ 0007262 NS — NS NS NS NS NS NS 0.0212 NS NS NS~
This Table Shows, ’ IESTS U§EQF|SMER EXACT TLSIS.
GME>TLE & INTEROVERSION TEST, TLE > GME . CHI-SQUARE TESTS

Significant (P<0.05): CODING
{NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

Ot1




¢) LONGEST SEIZORE FOR PERIOD

LONGEST SEIZURE FREE PERIOD <6 Months

(Table 52‘] S MONTES

111

CODING ] DIGIT SPAN| SIMILARITIES |CANCELLATION LETTERS ANXIETY | Psycholicism} Neuroticism | Exteroversion | interoversion] Lie scale Depression MFFT
M v * TIME ERROR bbd e *e . .. . . TIME | ERROR
GME 80 31 18 5 8 16 49 16 18 3 34 52 18 5 3
TLE 81 45 3 0 6 18 42 21 9 9 48 51 27 0 6
P<0.05 ~0.0327-|‘a.0003889" | i Daz2sq NS NS NS NS NS NS 0.0334 NS NS Joozs4 NS
This Table Shows, b s . ’
Significant (P<0.05): CODING, Interoversion TLE > GME DIGIT SPAN, SIMILARITIES & MFFT (TIME) TEST. GME > TLE
{NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. IESTS USED :
FISHER EXACT TESIS.
e CHI-SQUARE TES 1S

LONGEST SEIZURE FREE P

ERIOD (6 Months -2 Years)

(Tablg 55’] (6 MONTHS - 2 TEARS)

CODING ] DIGIT SPAN] SIMILARITIES JCANCELLATION LETTERS ANXIETY ) Psycholicism| Neurolicism | Exteroversion| Interoversion] Lis scale Depiession MFFT
" . TIME ERROR .. z . .. v ** [ TME | ERKOR

GME 66 21 10 0 16 13 34 21 13 0 29 34 16 0 k|

TLE 25 15 6 0 3 3 12 12 6 0 18 12 9 0 0
P<0.05 0.0141 NS _ NS NS NS NS NS — 0.0188 NS NS NS

L]

This Table Shows, ’ ) TESTS U&QHSHER EXACT TESIS.

¢ CHI-SQUARE TESIS.

Significant (P<0.05): CODING & Interoversion TEST. TLE > GME
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.




D) STATUS EPILEPTICTS BISTORT

PATIENTS WITH HISTORY OF STATUS EPILEPTICOUS

(Tablg 64) WITE

CODING |DIGIT SPAN | SIMILARITIES [FANCELLATION LETTER RNXIET }sychoticis Neuroticlan | steroversio Jnteroversion | Lle scala Pepression MFFT
v ¥ TIME ERROR . . . . ’ . TWE JERRGR
GME 13 8 2 0 4 2 2 4 2 0 6 8 2 0 0
TLE 18 [¢] 2 0 2 5 14 2 2 2 ] 12 9 0 0
P<0.05 NS NS —_— NS NS NS NS NS NS NS NS 00488 | - - —_—
This Table Shows, ’ ) TESTS USER: o pyacT TESTS.
Significant (P<0.05): DEPRESSION TEST.  TLE > GME . CHI-SQUARE TESTS.
(NS) Non-Slignificant (P>0.06) : OTHER PSYCHOLOGICAL 8 COGNITIVE SCALES.
ﬁ’ bl 55] Wl]’l{ﬂ”]’ PATIENTS WITH NO HISTORY OF STATUS EPILEPTICOUS
NO CODING |DIGIT SPAN | SIMILARITIES [FANCELLATION LETTER RNXIET |sychoticis [Neurolician xteroversio Jnteroversion| Lle scale Pepression MFFT
.. i . TIME ERROR . e . . . o v TIME [t RROK
GME 133 44 25 4 36 25 84 31 34 2 51 76 44 4 10
TLE 88 44 12 0 ] 16 51 37 14 2 62 48 25 0 7
P<0.05 00119 NS NS 000234 NS NS [ooxm NS NS oo | NS NS NS [ NS
This Table Shows, - . ' .
Significant (P<0.05): CANCELLATION LETTERS (TIME) GME > TLE , Psychoticism & INTEROVERSION TESTS. CODING, TLE > GME
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. . .
TESTS USER: . [ESTS.
. FISHER EXACIT
1ESTS.

.a

CHI-SQUARE

1




2) POSITIVE FAMILY HISTORY :

PATIENTS WITH POSITIVE FAMILY HISTORY

(Table 66) Wlﬂz

CODING |DIGIT SPAN | SIMILARITIES [EANCELLATION LETTER RNXIET ]eychoticls |Neuroticlan xteroversia Jnteroversion ] Lle scale Pepression MFFT
. ’ ) TIME ERROR . . * 4 o ae TIME JERROR
[GME | 27 12 5 3 5 5 16 5 5 0 21 14 12 0 3
TLE | 24 8 0 0 3 3 1 8 3 3 16 8 5 0 3
P<0.05 NS NS NS NS NS NS NS NS NS NS NS NS | .. | NS
This Table Shows, * ' 1esis U.SEQ';'s“ER EXACT TESI 5.
. CHI-SQUARE TESTS.

Significant (P<0.05): NONE.
(NS) Non-Significant (P>0.05): ALL PSYCHOLOGICAL 8 COGNITIVE SCALES.

PATIENTS WITH NEGATIVE FAMILY HISTORY

(Tablp 67) WITHOUT q

CODING |DIGIT SPAN | SIMILARITIES [EANCELLATION LETTER RNXIET |sychoticls [Neuroliclam xleroversio Jnteroversion| Lie scale DPepression
s - . TIME ERROR s . . . " ” » |me Jerror
GME | 119 38 19 5 19 24 72 27 24 3 43 60 36 3 7
TLE 85 46 1 0 8 13 46 19 8 0 51 46 24 0 3
P<0.05 00503 NS NS NS NS NS NS 00344 NS 000749 NS NS MS | NS
This Table Shows, v v TESTS L’§EDF: SHER EXAC l‘ Lois
. - . ) .
TLE > GME , Neuroticlsn, GME > TLE e« CHI-SQUAHE  TESTS.

Significant (P<0.05): CODING & INTEROVERSION TESTS.
(NS} Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

et



&) POSITIVE PASTHISTORY :

- WITHOUT POSITIVE PAST HISTORY

(Jablo 68) WIIH
CODING ] DIGIT SPAN| SIMILARITIES |CANCELLATION LETTERS § ANXIETY | Psychoticism] Neuroticism | Exteroversion ] interoversion| Lie scale | Depression MFFT
(X3 B . TIME ERROR . L1 LY d - L] . TIME ERROR
SME | 143 48 25 8 23 25 85 33 28 3 60 83 38 3 10
TLE 98 48 13 0 13 19 59 27 13 3 63 54 a8 0 8
P<0.05 0.0164 NS 500439 000 NS NS NS NS NS NS  Jo.po08s93 NS 00482 | NS N S
ve . . . ve
This Table Shows, ) TESIS USEDY cvem Exact TESTS,
Significant {P<0.06): CODING, SIMILARITIES, Interoversion & Depression TEST. o CHI-SQUARE TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.
WITH POSITIVE PAST HISTORY
CODING | DIGIT SPAN] SIMILARITIES JCANCELLATION LETTERS | ANXIETY | Psycholicism| Neurolicism | Exteroversion | Interoversion] Lie scale { Depression MFFT
M TIME ERROR . N . . TiME ERROR
GME 3 0 0 0 0 3 0 0 0 0 0 0 0 0 0
TLE 8 3 0 0 0 0 5 0 0 0 5 ] 5 0 0
P<0.05 NS — — — 0.0009111 NS — T — NS NS NS
This lal)le Shows, * . IE&_T.S USEQr-ElsuER EXACT TESTS.
. CHI-SQUARE TESTS.

Significant (P<0.05): CANCELLATION LETTERS (ERROR) TEST.
(NS) Non-Signiticant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

1




8) WU ORGANIE DISEASE

COMPARISON BETWEEN _PATIENTS WITH HISTORY ORGANIC DISEASE

& DIFFERENT PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

- 15§

NO CODING | DIGIT SPAN| SIMILARITIES JCANCELLATION LETTERSANXIETY] Psychoticism Neuroticism § Exteroversion| Interoversion| L.le scale } Depression MFFT
A v . TIME ERROR v ‘e b ¢ " e TIME | ERKOR
GME | 104 47 26 4 23 25 55 26 18 5 44 58 a5 1 8
TLE 58 26 7 0 5 8 33 16 ] 1 29 34 16 1 6
P<0.05 NS NS NS 0.0294 NS NS NS NS NS NS NS NS NS NS
This Table Shows, . " * TESTS USED: ‘
Significant (P<0.05): CANCELLATION LETTERS (TIME) TEST. GME > TLE . c':;{'?“seonu AERXFfCT TTEE:[‘ o
{NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. ) )
COMPARISON BETWEEN PATIENTS WITHOUT HISTORY ORGANIC DISEASE
& DIFFERENT PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS
NO CODING ] DIGIT SPAN| SIMILARITIES JCANCELLATION LETTERSJANXIETY PsychoticisnfNeurolicisingE xteroversiofmeroversior] Lie scaleDepressior MFFT
] b . . TIME ERROR v e o . . e o TIME | ERIOR
| GME | 42 12 8 0 4 4 19 12 11 0 20 24 11 1 ]
TLE 48 24 18 1 7 12 23 17 8 2 28 19 9 3 9
P<0.05 0.0384 | 0.0359 NS NS NS NS NS NS NS NS NS NS NS | 0.0333
1:“:1::;“:8 ?:I::::' CODING, DIGIT SPAN, & MFFT (ERROR) TEST. TLE > GME TESTS UsED:
g nt (P<0.05): . . ( ) LS . FISHER EXACI TGSy,
CHI-SQUAHE TESTS.

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

STl



9) PREGNANCY TROUBLES

COMBARISON BETWEEN PATIENTS WITH HISTORY OF PREGNANCY & DIFFERENT

PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

Bt
-

V&S

Table 72)

CODING | DIGIT SPAN| SIMILARITIES JCANCELLATION LETTERS ANXIEM Psycholicism] Meuroticism | Exteroversiong Inleroversion} Lle scale { Depression MFFT
b * TIME ERROR hde M . * A Lhd * TIME | ERROR
GME | 21 8 4 0 2 4 12 4 5 0 12 13 5 0 0
“TLE | 25 14 9 0 5 6 14 9 5 1 13 6 1 0 4
P<0.05 NS NS _— NS NS NS NS NS NS NS 0.0093dd NS — NS
This Table Shows, ' ’

Significant (P<0.06): Lie scale TEST. GME > TLE TESTS USED: o EXACT TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. o0 CHI-SQUARE TESTS.
COMPARISQN BETWEEN PATIENTS WITHOUT HISTORY OF PREGNANCY & DIFFERENT
PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

NO CODING | DIGIT SPAN] SIMILARITIES JCANCELLATION LETTERSJANXIETY] Psychoticism| Meuroticism | Exteroversion] Interoversion] Lie scale | Depression MFFT
. ‘e . TIME ERROR . e s . ve ve s TIME | ERROR
GME ] 125 54 27 4 26 26 85 35 22 5 53 70 43 2 <]
TLE 81 K} 14 1 8 15 44 23 12 3 45 46 22 K] 10
P<0.06 NS NS NS - 0.0381 NS NS NS NS NS NS NS NS NS | 0.0481
This Table Shows, " ' ’ *
Significant (P<0.06): CANCELLATION LETTERS (TIME) GME > TLE & MFFT (ERROR) TEST. TLE > GME
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. TESTS USED:
. FISHER EXACT TESTS.
. CHI-SQUARE TESTS.

9t1




10) LABOUR TROTBLES !

COMPARISON BETWEEN PATIENTS WITH LABOUR TROUBLES & DIFFERENT
PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS _

(Table £4J - VIS

CODING | DIGIT SPAN| SIMILARITIES CANCELLATION LETTERS|ANXIETY Psychoticism ! Neuroticism | Exteroversian Interoversion| Lie scale Depression MFFT
" LA TIME ERROR e s A * A e e TIME ERROR

GME | 28 11 ] 0 5 7 14 8 5 2 12 10 9 0 2

TLE 30 16 9 0 4 8 18 13 6 1 17 7 4 0 3
P<0.05 NS NS —_ NS NS INSI NS NS NS NS NS NS - NS
This Table Shows, N ' TESTS USED:

iani . . FISHER EXACT TESTS. —
Significant (P<0.05): NONE. .. CHI-SQUARE TESTS . f.i

{NS) Non-Significant (P>0.08) : ALL PSYCHOLOGICAL & COGNITIVE SCALES.

COMPARISON BETWEEN PATIENTS WITHOUT LABOUR TROUBLES & DIFFERENT
PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

gab/e 7% -

CODING | DIGIT SPAN{ SIMILARITIES CANCELLATION LETTERSJANXIETY Psychoticism | Neuraticism | Exteroversion Interoversion] t le scale Depresslon MFFT
. . . TIME ERROR e . e . b e . IME | ERROR
“GME | 118 51 27 4 28 23 65 29 22 3 51 63 44 2 5
“TLE | 76 36 14 ] 9 16 38 16 10 5 42 42 21 4 10
P<0.06 NS NS NS NS NS NS NS NS NS NS NS NS |'NS 00233
This Table Shows, v v . h
. TLE > GME "USED : .
Significant (P.<0.05). MFFT (TIME) TEST. > ) ngT._S L§EDFISHER EXACT TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES, . CHI-SQUARE TESTS.




1) NEUROTIC TRAILS -

COMPARISON . BETWEEN PATIENTS WITH NEUROTIC TRAITS & DIFFERENT
PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS

(Tab -
[i/e 75 - 1§

CODING ] DIGIT SPAN | SIMILARITIES [CANCELLATION LETTERS|ANXIETY Psychoticism{ Meuroticism | Exteroversion] interoversion| Lie scale | Depression MFFT
" . . TIME ERROR | ** »e - . *e v " TIME | ERROR
GME | 119 58 27 3 26 26 86 28 24 5 83 68 44 1 7
TLE 80 40 14 0 9 16 46 25 1" 4 39 40 19 3 10
P<0.05 0.006249 NS NS NS NS NS NS NS NS NS NS 0.0448 | NS NS
This Table Shows " s ' ‘
o ' TESTS USED: .
Significant (P<0.05):DEPRESSION TEST. GME > TLE . FISHER EXACT T}E‘ST S.
(NS) Non-Significant (P>0.06) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. ‘. CHI-SQUARE TESTS.
COMPARISON BETWEEN PATIENTS WITHOUT NEUROTIC TRAITS & DIFFERENT
. PSYCHOLOGICAL & COGNITIVE SCALES CONCERNING GME & TLE GROUPS
Table77) - W
| NO CODING | DIGIT SPAN| SIMILARITIES [CANCELLATION LETTERS ANXIETY] Psycholicisin | Neuroticism [ Exteraversion [ Interoversion| { le scale Depression MFFT
_ . M TIME ERROR . e . . ' “e. o TIME | ERROR
_GME | 27 3 4 0 2 4 12 8 4 0 12 13 8 1 1
_JLE | 27 12 10 0 - [ 4 18 8 6 2 18 12 [ 1 8
IP<0.05 0.006249 NS — NS NS NS NS NS NS NS NS NS NS | 0.0285
Ihis Table Shows, . . . ’
Slgnificant (P<0.05):CODING GME > TLE & MFFT (ERROR) TEST. TLE > GME ) SED:
TReIs U FISHER EXACT TESTS.

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & C
g ( ) R PSYCH ICAL & COGNITIVE SCALES. cs  CIHI-SQUARE

TESTS.
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1) PRODROMA :
- WiTE
- WITEo0T

(Tablg 76)

PATIENTS WITH PRODROMA

NO CODING |DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER RNXIET |sychalicis [Neuroticiam | xteroversio Pnteroversion] Lie scale depresslan MFFT
*e . TIME ERROR | ** v v . (LI . v [T Jerror
GME 54 18 8 0 10 12 32 6 8 0 24 30 a 0 6
TLE 64 32 [3 0 5 1 35 13 8 3 46 40 16 0 5
|P<0.05 NS NS —— NS NS NS [292E-04 NS NS 2.51E-03 N S NS — NS
This Table Shows’ " ) IE§I-§ usEDF: ISHER EXACT T&S I“:i.
Significant (P<0.05): INTEROVERSION & Psychoticism TEST. TLE > GME .o CHI-SQUARE TLUTS.

{NS) Non-Signlficant (P>0.08) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.




[fﬂb/ﬁﬂ] PATIENTS WITH AURA

NO CODING [DIGIT SPAN | SIMILARITIES CANCELLATION LETTER RNXIET sycholicis INeuroliclam | xteroversio Jnteroversion | Lie scale Pepusdun MFFT
hd . * TIME ERROR b . .e . . v e TIME JERROR
GME 86 28 18 2 18 16 50 18 14 0 32 44 20 0 6
TLE | 101 57 13 0 11 18 54 30 11 5 72 57 27 4] 8
P<0.05 236-04| NS NS NS NS NS NS NS NS poooooms | NS NS — |'NS
e e
This Table Shows, - IESTS Qﬁm?lsnen EXACT TESITS.
Significant (P<0.05): CODING & Interoverslon TEST. TLE > GME .o
(NS) Non-Signlficant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES

CHI-SQUARE

TESTS.



161

(Table 80) paments with icTAL cHANGES

NO CODING JDIGIT SPAN | SIMILARITIES JANCELLATION LETTER PNXIET SychoticispNeurotician flle(oveulon nteroversion | Lle ccale Pepresslon MFEFT
. v . TIME ERROR e “ . » " - oo 7w JeiioR

GME | 113 44 23 8 19 19 67 27 21 0 46 59 29 0 8

TLE 101 58 13 0 13 13 60 30 11 3 67 60 32 0 8
P<0.05 0.000608 NS NS NS NS NS 007 N S NS - 000219 NS NS — NS
This Table Shows, ) e JESTS Q§EQHS”ER EXACT TESTS.
Signlficant (P<0.06)s CODING, Psycholicism & Interoversion TESTS TLE > GME
(NS) Non-Significant (P>0.05) ; ALL PSYCHOLOGICAL & COGNITIVE SCAIES.

CHI-SQUARE

TESTS.




[4°R¢

[7'3[7]6’5]] PATIENTS WITH POST-ICTAL CHANGES

NO CODING |DIGIT SPAN | SIMILARITIES EANCELLATION LETTER RNXIET [sychoticls |Neurotician | xieroverslo Interoversion| Lle scale Pepression MFFT
. - * TIME ERROR | ** * . * se ¢« | TME JERROR

GME |} 117 44 23 8 19 19 71 23 21 0 50 62 31 4 8
[TCE | 101 | 57 16 0 K] 16 57 a2 11 3 73 59 30 0 8
P<0.06 B8.44EQY NS NS NS NS NS | 11808 NS NS 1452608 NS NS NS | NS

N e ve . .o
This Table Shows, TESTS USEDF’S“ER EXACT TESTS.
Significant (P<0.06): CODING, Neuroticlsm, Psychoticism & INTEROVERSION TESTS. TLE > GME TESTS.

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL &

COGNITIVE SCALES.

. CHI-SQUARE




o d

- WITE

- Wirgoor

(Tablo82) panients wirn FACTORS AFFECTING ICTUS

NO CODING |OIGIT SPAN | SIMILARITIES ANCELLATION LETTER RNXIET |sychotlcls |[Neuroticiem | xteroversio Jnteroversion | Lie scale Depression MFFT
. . . TIME ERROR . L . . o . . TME [ RROR
GME | 113 40 21 6 19 19 63 27 23 2 52 0 N 0 8
TLE 83 a7 8 ] 5 13 51 21 8 3 57 46 27 0 5
P<0.05| NS NS NS NS 00228 NS NS NS ooz NS "0.001608 NS NS =~ | NS
This Table Shows, b b
Significant (P<0.05): CANCELLATION LETTERS (TIME), Neuroticism, Psychoticism GME > TLE & INTEROVERSION TESTS. TLE > GME
(NS) Non-Significant {(P>0.05): OTHER PSYCHOLOGICAL & COGNITIVE SCALES.
TESTS USED ) e
. FISHER EXACT [1ESIS.
s CHI-SQUARE TESITS.




(Tabls 83)

PATIENTS WITH CEREBRAL AETIOLOGY

I LEREDRAL ;
- WITH
- WiTour

NO

CODING [DIGIT SPAN | SIMILARITES ANCELLATION LETTER RANXIET sychotlcis INeuroticien | xteroversio nteroversion Lie scale Pepression MFFT
- . . TIME ERROR . . . v ws e TIME JERROR
GME | 84 41 19 3 14 16 46 16 14 0 11 39 32 0 3
TLE 38 18 6 [4] 3 3 9 13 6 i) 22 22 16 0 3
P<0.05] NS NS NS NS NS NS boot2a] NS NS — NS NS NS — NS-‘
This Table Shows, ) + IRl R R EXACT TESTS. Z] S}ISI’EMMI .
Significant (P<0.05): ANXIETY TEST. GME > TLE i CHI-SQUARE TESTS. .

{NS) Non-Significant {P>0.06) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

(Tablo 84)

[

PATIENTS WITH SYSTEMIC AETIOLOGY

WiTe

- WITaour

NO CODING [DIGIT SPAN | SIMILARITIES CANCELLATION LETTER RANXIET sycholicls INeuraticlsm | xteroversio Interoversion | Lie scale Pepression MFFT
i 104 * TIME ERROR v . . * L v . TIME |ERROR
[ GME | 8o 43 22 3 22 16 54 27 19 0 38 54 22 3 3
TLE 80 58 13 0 13 16 51 26 13 3 61 54 29 0 6
P<0.05 206E-072 NS NS NS NS NS NS NS NS 0 0007281 NS NS NS | NS
This Table Shows, * " TESTS USED: ) o s l‘.s
Significant (P<0.05): CODING & INTEROVERSION TESTS. TLE > GME e o HER EXACT SIS

(NS) Non—Slgnlﬂcanl(P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.




&) IROGENL -

- WY
- Wirgoor

[Tablo§5) ~ PATIENTS WITH IATROGENIC AETIOLOGY

NO CODING |DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER RNXIET |sychoticls Neuralicism { xieroversio Pnteroveraion Lie scale Prepwesscion MFFT
. N TIME ERROR . . M . M TIME JURROR
GME | 16 8 0 3 5 3 11 5 0 ) 5 ) 8 0 0
TLE 3 3 0 0 0 0 0 0 0 0 3 3 0 0 0
Jp<0.05 NS — NS NS NS NS | NS — — NS NS NS =
This Table Shows, * * JESTS U : A
. . FISHER EXACT TESTS.
Significant (P<0.05): NONE. .
(NS) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES.

CHI-SQUARE

TESTS.




2) lllness profile. (Detailed )
(The relation between Illness variables and
performance on different psychometric tests).
a) Psychometry.
i- Cognitive functions

Coding test

Non Significant :

No Signifcant difference found in different psychoiogical &
congnitive scales between GME and TLE concerning the Iliness
profile in the following :

Onset of Seizures
Age of onset : whether below two years (Table 46}, between two and

Jfour years (Table 47)

Frequencey of Seizures
Past seizure frequency : whether frequent per day (Table 51), frequent
per week (Table 52) or frequent per month (Table 53)
Current seizer frequency : whether frequent per day (Table 54),
Jrequent per week (Table 56), frequent per month (Table
55) or none (Table 57)

Duration
Duration of Illness : whether below six months (Table 58), between six
months up to two years (Table 59), and above 5 years
(Table 61)
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History

Status epilepticus history : Patients with. (Table 64)

Positive famiy history : Patients with. (Table 56)

Positive past history : Patients without. (Table 69)

Organic disease history : Patents with (Table 70)

Pregnancy troubles history : whether with (Table 72) or without it.
(Table 73)

Labour troubles history : whether with (Table 74) or without it (Tabie
75)

Peri-ictal Changes
Patients With presence of Prodroma. (Table 78)

Patients With presence of Factors affecting ictus (Tabie 82)

Possible Causes
Patients With presence of Cerebral Causes (Table 83)
Patients With presence of Systemic Causes (Table 84

Patients With presence of Iatrogenic Causes (Table 85)

Significant :
There is significant difference between GME and TLE in the

Jollowing :
TLE > GME

Age of onset : Above four years. (Table 48)
Type of onset : whether Abrupt (Table 49) or gradual. (Table 50)

Duration of Illness : Between two years up to five years (Table 60)
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Longest seizure free period : whether beiow six morths Tabie 52! ar
between six months up to two years Tabie 63)

Status epilepticus history : Patients without (Tabie 65)

Positive famiy history : Patients without (Table 67)

Positive past history : Panents with (Table 68)

Organic disease history : Patients without (Table 71)
Neurotic Taits : Patients with. (Table 76)

Patients With presence of Aura (Table 79)

Patients With presence of Ictal changes (Table 80)

Patients With presence of Post. ictal changes (Tabie 81)
GME > TLE

Duration of Illness : Above five years.

Neurotic Taits : Patients without. (Table 77)

Digit span test

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the Illness
profile in the following :
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Onset of Seizures
Age of onset : whether below (wo years Table 16). bereen wo and
Jour years (Table 47 or above four years. - Tapie +8)

Type of onset : Gradual. (Table 50)

Frequencey of Seizures :
Past seizure frequency : whether frequent per day (Tabie 51). frequent
per weelk (Table 52) or frequent per month (Table 53)
Current seizer frequency : whether frequent per day (Table 34).
Jrequent per week (Table 56j, frequent per month (Table

53) or none (Table 57)

Duration
Duration of Illness : whether below six months (Table 58). betiwween six
months up to two years (Table 59), between two years up
to five years (Table 60) or above five years (Table 61)
Longest seizure free period : Between six months up to two yeass.

(Table 63)

History
Status epilepticus history : whether with (Table 64) or without it (Table
65) )
Positive famiy history : whether with (Table 66) or without it (Table 67)
Positive past history : whether with (Table 68) or without it (Table 69)
Organic disease history : Patients with (Table 70)
Pregnancy troubles history : whether with (Table 72) or without it
(Table 73)

159



Labour troublles history : whether with ‘Table 74 or wwithour 't ‘Tarpie

73)

Neurotic Taits : whether with {Table 76) or without it {Tabie 77

Peri-ictal Changes
With presence of Prodroma (Table 78)
With presence of Aura (Table 79)
With presence of Ictal changes (Table 80)
With presence of Post. ictal changes (Table 81)

With presence of Factors affecting ictus (Table 82)

Possible Causes
With presence of Cerebral Causes (Table 83)
With presence of Systemic Causes (Table 84)

With presence of Iatrogenic Causes (Table 85)

Significant :
There is significant difference between GME and TLE in the
Jollowing :
TLE > GME

Organic disease history : Patients without (Table 71)
GME > TLE

Type of onset : Abrupt (Table 49)

Longest seizure free period : below six months (Table 62)
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Similarities
Non-Significant :

No Sigrufcant difference jound in di{ferent psycholcgicai & congnitive
scales between GME and TLE concerming the lIllness profile in the
Jollowing : |

Onset of Seizures :
Age of onset : whether below two years (Table 46), between two and
four years (Table 47) or above four years (Table 48)
Type of onset : whether Abrupt (Table 49) or gradual (Tabie 50)
Frequency of Seizures : .
Past seizure frequency : whether Jrequent per day (Table 51), Jrequent
per weelk (Table 52) or frequent per month (Table 63)
Current seizer frequency : whether Jrequent per day (Tabie 54).
Jfrequent per week (Table 56), frequent per month (Tabie

55) or none (Table 57)

Duration
Duration of Illness : whether below six months (Table 58), between six
months up to two years (Table 59), between two years up
to five years (Table 60) or above five years (Table 61)
Longest seizure free period : Between six months up to two years

(Table 63)

History
Status epilepticus history : whether with (Table 64) or without it (Table
65)
Positive famiy history : whether with (Table 66) or without it (Table 67)
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Positive past history : withour Table 69)

Organic disease history : whether with (Table 70 or without it Tabie
71

Pregnancy troubles history : With (Table 72)

Labour troubles history : whether with (Table 74) or without it (Tabie
75]

Neurotic Taits : whether with (Table 76) or without it (Table 77)

Peri-ictal Changes
Patients With presence of Prodroma. (Table 78) !
Patients With presence of Aura (Table 79)
Patients With presence of Ictal changes (Table 80)
Patients With presence of Post. ictal changes (Table 81 )

Patients With presence of Factors affecting ictus (Table 82)

Possible Causes
Patients With presence of Cerebral Causes (Table 83)
Patients With presence of Systemic Causes (Table 84)
Patients With presence of Iatrogenic Causes (Table 85)

Significant :
There is significant difference between GME and TLE in the
Jollowing :
GME > TLE
Longest seizure free period : below six months (Table 62)
Positive past history : with (Table 68)
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Cancellation letters test (Time)

Non-S z",gnzﬁcant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the [llness profile in the
Jollowing :
Onset of Seizures :
Age of onset : whether below two years (Table 46), between two and
Jour years (Table 47) or above four years (Table 48)
Type of onset : Abrupt (Table 49)

Frequencey of Seizures :

Past seizure frequency : whether frequent per day (Table 51} or

JSrequent per month (Table 53)

Current seizer frequency : whether frequent per day (Table 54),

Jrequent per week (Table 56, frequent per month (Tabie

55) or none (Table 57)
Duration

Duration of Illness : whether below six months (Table 58], between six

months up to two years (Table 59), between two years up
to five years (Table 60) or above five years (Table 61)

Longest seizure free period : whether below six months (Table 62) or
between six months up to two years (Table 63)

History

Status epilepticus history : With (Table 64)
Positive famiy history : whether with (Table 66) or without it (Table 67)

Positive past history : With (Table 68)
Organic disease history : Without (Table 71)
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Pregnancy troubles history : whether with Tabie 72! or without oo
{Table 73]

Labour troublles history : wherther wuh (Table 74) or without T 'Tabie
75)

Neurotic Taits : whether with (Table 76) or without it (Table 77)

Peri-ictal Changes
Patients With presence of Prodroma. (Tabie 78)
Patients With presence of Aura (Table 79)
Patients With presence of Ictal changes (Table 80)

Patients With presence of Post. ictal changes (Table §1)

Possible Causes
Patients With presence of Cerebral Causes (Table 83}
Patients With presence of Systemic Causes (Table 84}

Patients With presence of Iatrogenic Causes (Table 85]

Significant :
There is significant difference between GME and TLE in the
Jollowing :
TLE > GME
Past seizure frequency : Frequent per week (Table 52)
GME > TLE
Type of onset : Gradual. (Table 50}
Status epilepticus history : Without (Table 65)
Organic disease history : With (Table 70)
Pregnancy troubles history : Without (Table 73)
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Patients With presence of Factors affecting icrus (Tabie S2.

Cancellation letters test (Errors)

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the Illness profiie in
the following :

Onset of Seizures :
Age of onset : whether below two years (Table 46). between two and
four years (Table 47) or above four years (Table 48}

Type of onset : whether Abrupt (Table 49) or gradual (Table 30)

Frequencey of Seizures :
Past seizure frequency : whether frequent per week (Tabie 52} or
frequent per month (Table 53)
Current seizer frequency : whether frequent per day (Table 54),
frequent per week (Table 55), frequent per month or none
(Table 57)

Duration
Duration of Illness : whether below six months (Table 58), between six
months up to two years (Table 59), between two years up
to five years (Table 60) or above five years (Table 61)
Longest seizure free period :whether below six months (Table 62) or

between six months up to two years (Table 63)
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History

Status epilepticus history : whether with ,Table 54} or withour it ‘Tabie
65]

Positive famiy history : whether with (Table 66) or without it (Table 67)

Positive past history : whether with (Table 68) or withour it (Table 69)

Organic disease history : whether with (Table 70) or without it (Tabie
71)

Pregnancy troubles history : whether with (Table 72) or without it
(Table 73)

Labour troublles history : whether with (Table 74) or without it {Table
75]

Neurotic Taits : whether with or without ir.

Peri-ictal Changes
Patients With presence of Prodroma. (Table 78)
Patients With presence of Aura (Table 79)
Patients With presence of Ictal changes (Table 80)
Patients With presence of Post. ictal changes (Table 81)
Patients With presence of Factors affecting ictus (Table 82)

Possible Causes
Patients With presence of Cerebral Causes (Table 83)
Patients With presence of Systemic Causes (Table 84)
Patients With presence of Iatrogenic Causes (Table 85)

Significant :
There is significant difference between GME and TLE in the
JSollowing :
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TLE > GME

Past seizure frequency : Frequent per day Tapie 31)

GME > TLE

Positive past history : Without (Table 69)

Matching familiar figure test-Total
and Mean time (MFFT)

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the Illness profile in the
Sfollowing :

Onset of Seizures :
Age of onset : whether above two years (Table 46), between two and
four years (Table 47) or above four years.
Type of onset : whether Abrupt (Table 49) or gradual (Table 50)

Frequencey of Seizures :
Past seizure frequency : whether frequent per day (Table 51), frequent
per week (Table 52) or frequent per month (Table 53)
Current seizer frequency : whether frequent pér day (Table 54).
frequent per week (Table 56), frequent per month (Table
55) or none (Table 57)
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Duration
Duration of Illness : whether beiow six months Tabie 58], between six
months up to wo years {Table 28, berween wo years up
to five years (Table 60} or above five years (Table 61)
Longest seizure free period : Between six months up to two years

(Table 63)

History
Status epilepticus history : whether with (Table 64) or without it.
(Table 65) .
Positive famiy history : whether with (Table 66) or without it (Tabie 67,
Positive past history : whether with (Table 68) or withour it (Table 69)
Organic disease history : whether with (Table 70) or without it (Tabie
71)
Pregnancy troubles history : whether with (Table 72) or without it
(Table 73)
Labour troublles history : With (Table 74)
Neurotic Taits : whether with (Table 76} or without it (Table 77)

Peri-ictal Changes
Patients With presence of Prodroma. (Table 78)
Patients With presence of Aura (Table 79)
Patients With presence of Ictal changes (Table 80)
Patients With presence of Post. ictal changes (Table 81)

Patients With presence of Factors affecting ictus (Table 82)
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Possible Causes
Patients With presence of Cerebral Causes (Table 83)
Patients With presence of Systemic Causes (Tabie 84)

Patients With presence of latrogenic Causes (Table 35)

Significant :
There is significant difference between GME and TLE in the
Sollowing :
TLE > GME

Labour troublles history : Without (Table 75)

GME > TLE

Longest seizure free period : below six months (Table 62)

Matching familiar figure test-
Total errors (MFFT)

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the Illness profile in the
JSollowing :

Onset of Seizures :
Age of onset : whether below two years (Table 46), between two and

Jfour years (Table 47) or above four years (Table 48)
Type of onset : Abrupt (Table 49)
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Frequency of Seizures :
Past seizure Srequency : whether Jrequent per day (Tabie 51), Jrequen:
per weeic (Table 52) or Jfrequent per month (Tabie 33)
Current seizer Jrequency : whether Jrequent per day (Table 54,
Jfrequent per week (Table 56). frequent per month (Table

55) or none (Table 57)

Duration
Duration of Illness : whether below six months (Table 58). berween two
years up to five years (Table 60) or above five y:ears
(Table 61)
Longest seizure JSree period : whether below six months (Table 62) or

between six months up to two years (Table 63)

History

Status epilepticus history : whether with (Table 64) or without it (Table
65)

Positive famiy history : whether with (Table 66) or without it (Table 67)

Positive past history : whether with (Table 68) or without it (Table 69)

Organic disease history : With (Table 70)

Pregnancy troubles history : whether with (Table 72) or without it
(Table 73)

Labour troublles history : whether with (Table 74) or without it (Table
75)

Neurotic Taits : With (Table 76)

170



Peri-ictal Changes
Patients With presence of Prodroma. Tabie 78)
Patients With presence of Aura Tabie 79)
Patients With presence of Ictal changes (Table 80)
Patients With presence of Post. ictal changes (Table S] )

Patients With presence of Factors affecting ictus (Table 82)

Possible Causes
Patients With presence of Cerebral Causes (Table 83)
Patients With presence of Systemic Causes (Table 84)

Patients With presence of Iatrogenic Causes (Table 85)

Significant :

There is significant difference between GME and TLE in the
Jollowing :

TLE > GME

Duration of Illness : Between six months up to two years (Table 59)
Organic disease history : Without (Table 70)
Pregnancy troubles history : Without (Table 73)
Neurotic Taits : Without (Table 77)

GME > TLE
Type of onset : Gradual (Table 50)

ii- Assessement of mood.
The Children anxiety scale (CAS).
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Non-Significant :

No Signifcant difference found in different psychological & congnitive
scaies between GME and TLE concerning the [llness profile in the
following :

Onset of Seizures :
Age of onset : whether below two years (Table 40). berween two and
four years (Table 47) or above four years (Table 48)
Type of onset : Abrupt (Table 49)

Frequency of Seizures :
Past seizure frequency : whether frequent per day (Table 51) or
frequent per week (Table 52)
Current seizer frequency : whether frequent per day (Table 54).
frequent per weel (Table 56), frequent per month (Table
55) or none (Table 57)

Duration
Duration of Illness : whether below six months(Table 58), between six
months up to two years(Table 59), between two years up
to five years (Table 60) or above five years (Table 61)
Longest seizure free period : whether below six months (Table 62) or

between six months up to two years (Table 63)

History
Status epilepticus history : whether with (Table 64) or without it (Table
65)
Positive famiy history : whether with (Table 66) or without it (Table 67)
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Positive past history : whether with (Tabie 68) or without it ‘Tabie 531

Organic disease history : whether with Tabie 70) or without it Tabie

71)

Pregnancy troubles history : whether with (Table 72) or without it
(Table 73)

Labour troublles history : whether with (Table 74) or without it (Table
75)

Neurotic Taits : whether with (Table 76) or without it (Table 77)

Peri-ictal Changes
Patients With presence of Prodroma. (Table 78)
Patients With presence of Aura (Table 79)
Patients With presence of Ictal changes (Table 80)
Patients With presence of Post. ictal changes (Table 81)
Patients With presence of Factors affecting ictus (Table 82)

Possible Causes
Patients With presence of Systemic Causes (Table 84)
Patients With presence of Iatrogenic Causes (Table 85)

Significant :
There is significant difference between GME and TLE in the
Jollowing :
TLE > GME
Past seizure frequency : Frequent per month (Table 53)
Patients With presence of Cerebral Causes (Table 83)
GME > TLE
Type of onset : Gradual. (Table 50)
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The children depression inventory {(CDI).

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the [llness profile in the
Sfollowing :

Onset of Seizures :
Age of onset : whether below two years (Table 46). between two and
four years (Table 47) or above four years (Table 48)
Type of onset : whether Abrupt (Table 49) or gradual (Table 50)

Frequency of Seizures :
Past seizure frequency : whether Jrequent per week (Table 52) or
Jfrequent per month (Table 53)
Current seizer frequency : whether Jrequent per day (Table 54).
frequent per week (Table 56), frequent per month (Table
55) or none (Table 57)

Duration
Duration of Illness : whether below six months (Table 58), between six
months up to two years (Table 59), between two years up
to five years (Table 60) or above five years (Table 61)
Longest seizure free period : whether below six months (Table 62) or
between six months up to two years (Table 63)

History
Status epilepticus history : Without (Table 65
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Positive famiy history : WWhether with /Tabie 66) or without it -Tabie
67)

Positive past history : \Vithout (Table 69)

Organic disease history : whether with (Table 70) or without it {Table
71)

Pregnancy troubles history : whether with (Table 72) or without it
(Table 73)

Labour troublles history : whether with (Table 74) or without it (Tabie
75)

Neurotic Taits : Without (Table 77, ,

Peri-ictal Changes
Patients With presence of Prodroma. (Table 78)
Patients With presence of Aura (Table 79)
Patients With presence of Ictal changes (Table 80)
Patients With presence of Post. ictal changes (Tabie 81)
Patients With presence of Factors affecting ictus (Table 82)

Possible Causes
Patients With presence of Cerebral Causes (Table 83)
Patients With presence of Systemic Causes (Table 84)

Patients With presence of latrogenic Causes (Table 85)

Significant :
There is significant difference between GME and TLE in the

Jollowing :
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TLE > GME
Past seizure frequency : Frequent per day (Table 51,
Current seizure frequency : Frequent per weeic (Tabie 36;
Status epilepticus history : With (Table 64)

Positive past history : With (Table 68)

GME > TLE

Neurotic Taits : With (Table 76)

iii- Assessement of personality. :

Psychoticism

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the Illness profile in the
JSollowing :

Onset of Seizures :
Age of onset : whether below two years (Table 46), between two and
four years (Table 47) or above four years (Table 48)
Type of onset : whether Abrupt (Table 49) or gradual (Table 50)

Frequency of Seizures :
Past seizure frequency : whether Jfrequent per day (Table 51), Jrequent
per week (Table 52) or frequent per month (Table 53)
Current seizer frequency : whether Jrequent per day (Table 54),
Jrequent per week (Table 56), Jrequent per month(Table
58) or none (Table 57)
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Duration
Duration of Illness : whether between six months up 0 Wwo jears
(Table 39). berween two years up to five years ;Tabie 50!
or above five years (Table 61)
Longest seizuré' Jree period : whether below six months (Table 62) or

between six months up to two years (Table 63)

History
Status epilepticus history : With (Table 64)
Positive famiy history : whether with (Table 66) or without it (Tabie 67;
Positive past history : whether with (Table 68) or without it (Tapie 69)
Organic disease history : whether with (Table 70) or without it {Tabie
71)
Pregnancy troubles history : whether with (Table 72) or withour it
(Table 73)
Labour troublles history : whether with (Table 74) or without it (Tabie

75)
Neurotic Taits : whether with (Table 76) or without it (Table 77)

Peri-ictal Changes
Patients With presence of Aura (Table 79)
Patients With presence of Factors affecting ictus (Table 82)

Possible Causes
Patients With presence aof Cerebral Causes (Table 83)
Patients With presence of Systemic Causes (Table 84)
Patients With presence of latrogenic Causes (Table 84)
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Significant :
There is significant difference between GME and
TLE in the following :
TLE > GME
Duration of Illness : Below six months (Table 58)
Status epilepticus history : Without (Table 63)
Patients With presence of Prodroma (Table 78)
Patients With presence of Ictal changes (Table 80)

Patients With presence of Post. ictal changes (Table §1)

Ne uroticism

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the Illness profile in the
Sollowing :

Onset of Seizures :
Age of onset : whether below two years (Table 46), between two and
four years (Table 47) or above four years (Table 48)
Type of onset : Abrupt (Table 49)

Frequency of Seizures :
Past seizure frequency : whether frequent per day (Table 51), frequent
per week (Table 52) or frequent per month (Table 53)
Current seizer frequency : whether frequent per day (Table 54),
frequent per week (Table 56), frequent per month (Table
55) or none (Table 57)
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Duration
Duration of Illness : whether below six months Table 35). berlreen s
months up to two years(Tabie 532). between o vears up
to five years (Table 60) or above five years (Table 61)
Longest seizure Jree period : whether below six months (Table 62) or

berween six months up to two years (Table 63)

History

Status epilepticus history : whether with (Table 64) or without it (Table
63)

Positive famiy history : With (Table 66)

Positive past history : whether with (Table 68) or without it (Tabie 69}

Organic disease history : whether with (Table 70) or without it {Table
71)

Pregnancy troubles history : whether with (Table 72) or without it
(Table 73)

Labour troublles history : whether with (Table 74) or without it (Table
75)

Neurotic Taits : whether with (Table 76) or without it (Table 77)

Peri-ictal Changes
Patients With presence of Prodroma (Table 78)
Patients With presence of Aura (Table 79)
Patients With presence of Ictal changes (Table 80)

Patients With presence of Post. ictal changes (Table 81)
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Possible Causes
Patients With presence of Cerebral Causes (Table §3)
Patients With presence of Systemic Causes (T able 84)

Patients With presence of Iatrogenic Causes (Tabie 85]

Sgniﬁcant :

There is significant difference between GME and TLE in the

¥

following :

GME > TLE
Type of onset : Gradual (Table 50)
Positive famiy history : Without (Table 67)

Patients With presence of Factors affecting ictus (T abie 82)

Introversion

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the Illness profile in the
Jollowing :
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Onset of Seizures :
Age of onset : whether beiow two years {Table 46i or. between o and
Jfour years {Tabie 47)

Type of onset : whether Abrupt (Table 49) or gradual (Table 50)

Frequency of Seizures :
Past seizure frequency : whether frequent per day (Table 51). or
Jrequent per month (Table 53)
Current seizer frequency : whether frequent per week (Table 56;.

Jrequent per month (Table 55j or non (Table 57)

Duration
Duration of Illness : whether below six months (Table 58). between six
months up to two years (Table 50) or between two years

up to five years (Table 60)

History

Status epilepticus history : With (Table 64)

Positive famiy history : whether with (Table 66} or without it (Table 67)

Positive past history : With (Table 68)

Organic disease history : whether with (Table 70) or without it (Table
71)

Pregnancy troubles history : whether with (Table 72) or without it
(Table 73)

Labour troublles history : whether with (Table 74) or without it (Table
75)

Neurotic Taits : whether with (Table 76) or without it (Table 77)
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Possible Causes
Patients With presence of Cerebral Causes (Tabie S3)

Patients With presence of latrogenic Causes (Tabie S5!

Significant :
There is significant difference between GME and TLE in the
Jollowing :
TLE > GME
Age of onset : Above four years (Table 48)
Past seizure frequency : Frequent per weelc (Table 52)
Current seizer frequency : Frequent per day (Table 54)
Duration of Illness : above five years (Table 61)
Longest seizure free period : whether below six months (Tabie 58] or
between six months up to two years (Table 59)
Status epilepticus history : without (Table 63)
Positive past history : Without (Table 69)
Periictal Changes
Patients With presence of Prodroma (Table 78)
Patients With presence of Aura (Table 79)
Patients With presence of Ictal changes (Table 80)
Patients With presence of Post. ictal changes (Table 81)
Patients With presence of Factors affecting ictus (Table 82)

Patients With presence of Systemic Causes (Table 83)
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Lie scale

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the Illness profile in the
Sfollowing :

Onset of Seizures
Age of onset : whether below two years (Table 46) or above four years
(Table 56)
Type of onset : Gradual (Table 50)

Frequency of Seizures :
Past seizure frequency : whether frequent per day (Table 51). frequent
per week (Table 52} or frequent per month (Table 53)
Current seizer frequency : whether frequent per day (Table 34).
Jrequent per week (Table 56), frequent per month (Table
55] or none (Table 57)

Duration
Duration of Illness : whether below six months (Table 58), between six
months up to two years (Table 59), between two years up
to five years (Table 60) or above five years (Table 61)
Longest seizure free period : whether below six months or between

six months up to two years.
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History
Status epilepticus history : whether with (Tabie 64) or without it ;Tabie
63j
Positive famiy history : whether with (Table 66) or without it (Table 67)
Positive past history : whether with (Table 68) or without it (Table 69)
Organic disease history : whether with (Table 70) or without it (Table
71)
Pregnancy troubles history : without (Table 73)
Labour troublles history : whether with (Table 74jor without it (Table
75] .

Neurotic Taits : whether with (Table 76) or without it(Table 77)

Peri-ictal Changes
Patients With presence of Prodroma (Table 78)
Patients With presence of Aura (Table 79)
Patients With presence of Ictal changes (Table 80)
Patients With presence of Post. ictal changes (Table 81)

Patients With presence of Factors affecting ictus (Table 82)

Possible Causes
Patients With presence of Cerebral Causes (Table 83)
Patients With presence of Systemic Causes (Table 84)
Patients With presence of Iatrogenic Causes (Table 85)

Significant :
There is significant difference between GME and TLE in the

Jollowing :
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TLE > GME

Type of onset : Abrupt (Tabie 49)
GME > TLE

Age of onset : Between two and four years (Table 47)

Pregnancy troubles history : With (Table 72)
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3) Therapeutic issues.
(The relation between Therapeutic variabies and
performance on different psychometric tests).
a)Psychometry.
i- Cogniitive funchtions
- Coding test
- Digit span test
- Similarities ‘ '
- Cancellarion letters test (Time)
- Cancellarion letters test (Errors)
- Maching familiar figure test-Total and Mean time (MFFT, )

- Maching familiar figure test-Total errors (MFFT)

ii- Assessement of mood.
- The Children anxiety scale (CAS).

- The children depression inventory (CDI).

iii- Assessement of personality.
- Psychoticism
- Neuroticlsm
- Extraversion
- Introversion
- Lie scale
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PATIENTS ON MONOTHERAPY MEDICATION

(Table 55] PATIENTS ON MONOTEERAPY MEDIATION

CODING | DIGIT SPAN] SIMILARITIES JCANCELLATION LETTERS JANXIETY] Psvchoticism | Neuraticism | Exteroversion] Interoversion] Lia scale | Depressicn MFFT
. - » TIME ERROR e b e ' . e b TIME | ERROR
GME 97 a0 12 4 16 18 48 26 16 2 24 56 36 2 8
TLE 55 25 14 0 5 12 36 18 14 5 33 25 14 0 4
P<0.05 NS Ot NS NS NS NS NS NS NS 0.00002819 NS NS NS NS
This Table Shows, " " TESTS USED: ’
* FISHER EXACT TESIS.

Significant (P<0.05): DIGIT SPAN & Interoversion TEST. TLE > GME
(NS) Non-Significant (P>0.05) :ALL PSYCHOLOGICAL & COGNITIVE SCALES.

PATIENTS ON POLYTHERAPY MEDICATION

( 7’31)13 57] PATIENTS O POLYTEERAPY MEDICATION

CHI-SQUARE

=S TS.

281

CODING | DIGIT SPAN| SIMILARITIES [CANCELLATION LETTERS JANXIETY] Psychoticisin] Heurolicism | Exleroversion interoversion] Lie scale | Depressiun MFFT
A . . TIME ERROR e * . 4 . . . TIME | ERROR

GME 48 20 8 2 2 12 30 6 8 2 26 30 14 2 2
TLE 50 27 4 0 4 7 23 4 4 0 30 28 20 0 2
P~0.08 NS NS NS NS NS NS NS NS NS NS NS NS NS NS

This Table Shows, * TESTS USER: * "
FISHER EXACT TESI1S.

.. CHI-SQUARE TESTS.

Significant {P<0.05): NONE.

(NS) Non-Significant (P>0.05) :

ALL PSYCHOLOGICAL & COGNITIVE SCALES.



881

(Table 58) PATIENTS 0 MONOTHERAPY WiTq DECARIVE

PATIENTS ON MONCTHERAPY 'WITH DEPAKINE

NO CSBING [ING DIGIT § SIMILARINES LANCELLATION LETTER ANXIET ' sychoucis [Neuroticium | ueroversio GIT SPAN It PAN Intero ecoresuan | MFFT
. . TIME | ZRAGR . . r . r) e ot

GME | 477 2 Q 2 2 | J | 2 2 s} 4 | & 2 |G 2

TLE 4 7 ) 3 0 0 0 | © 5 | 2 2 0 | 3 |2 D) 5]
P<0.0§1 t NS | - i N3 MS i - PSS 1 NG S — NS I NG N3 = NS
This Table Shows, . TESIS USED: .
Significant (P<0.05): NONE. R FISHER  SXxACT TESiS.
(NS} Non-Significant (P>0.05) : ALL PSYCHOLOGICAL 2 COGHWNITIVE SCALZS. . CHI-SQUARE TESTS

- Lowoose _ {Taile 3y ) WHT L0% 005:

NO COOING |DIGIT SPAN SIMILARITIES LANCELLATION LETTER ANKIET sychoticis fNeuroucium | xterover wo NMeroversion | Lie scale Cufe Saon MFFT
. 0 TIME ZRRCR . * . . . r TIME  [Crvme it
GME 6 2 0 2 2 [*] 2 2 2 Q 2 ] < [V} o]
TLE S 0 0 0 ¢} Q 3 2 Q 0 3 0 Z D] ¥
P<0 05 NS — N3 NS — N S NS N S — NS 6 788 O3 S =
This Table Shows, . TESTS WSED:

FISHER EXACT TEST
CHI-SQUARE TEST

v

Significant (P<0. 05): Lie scale TEST. GME - TLE .
(NS) Non-Significant {P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

1 ton nose, (Table 80) ) WM 168 005E

NO CODING  |DIGIT SPAN SIMILARITIES ANCELLATION LETTER RNXET §sychaticis Neuroticiun | steroversio nieroversivn | Lie scaie r)ewumm MEFT
TIME ERROR . . TIME |ERHL R
GME 2 0 0 0 0 Q 2 [+] [s] ] 2 [4] J 0 2
TLE 2 0 0 0 0 o} 2 0 a %} 2 0 0 0 2
P<0.05 - — —_— — —_ NS I — — NS — — ~ NS
This Table Shows, ‘ B
Significant (P<0.05): NONE. TESIS USEDH.,HLR EXACT TeuTs.
(NS} Nan-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE scalgs o CHI-SQUAHE TESTs

_AED'S AED'S
- Lrade Name Scientific Name.

- Depakine - Sudium Valproase
- Tegretol - Carbainazeping
- Epanutin [ o H D yatonn
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(Taple 3 PATIENTS 0¥ MONOTHERAP! WITR IBUssivL.

PATIENTS ON MCNOTHERAPY WITH TEGRETOL

NO COOING | DIGIT SPAN | SIMILARITIES ICANCELLATNON LETTER ANXIET }sychouicis {Neurvticigm | steroversio {GIT SPAN Int PAN intero fepretsion MFFT
had e M TIME ZRROR .. . .o * . .. r .. TIME |ERRCH
GME | 37 28 12 2 16 18 34 24 14 2 38 20 24 2 T 0
TLE | 48 25 4 ) 5 12 21 16 12 5 28 23 | 3 9§ 2
P<0.05| folve ad] 0.0356 | NS NS NS NS NS NS NS NS NS 10GN9 [ NS | NS
Tacle (51) Shows. . . TESTS USED: Ll
Lo s N - = DIGIT SPAN TLE - GME - SISHEA EXACH TESTS.
Significant (P<0.05): CODING 3 Depression TEST. GME > TLE £ > GM .« CHI-SQUARE TESTS.

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

1 Low pose: (la0l590) ) WiTd L0 3052

NOQ CODING |DIGIT SPAN | SIMILARITIES TANCELLATION LETTER ANXIET |sycnotiis |Neurotician | xleroversio Jnteroversion|] Lis scaie Deirecaion MFFT
. TIME ZIRRCR .. . . . . . r - THME |CRRUH
GME | 67 24 12 2 12 14 40 18 10 2 26 6B | 30 < J
TLE 34 21 12 [¥] 3 9 20 12 7 5 21 8 | 5 ] 2
P<0.05 00184 NS NS NS NS NS NS NS M3 0 0355 NS | NS I NS
This Table Shows, TESTS URBR) Cen exacT TESTS.
Significant (P<0.05);: CODING & INTEROVERSION TEST. TLE > GME . CHI-SQUARE TESTS

{NS) Non-Significant (P>0.05) : OTHER PSYCHCLOGICAL & COGNITIVE SCALES.

1. o oose; (Tablg 59 ¢) WITh dlidl D057

NO CODING |DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER RANXIET |sycholicis [Newutcisn | aleroversio Jnlstoversiun | Lie sCaiv Lejaseaun MEFT
- . TIME ERRGR i . . ve .o * RS T
GME | 20 3 0 ) 3 3 a 3 ] 0 0 14 ] ) 0
TLE | 12 4 2 0 2 3 1 4 S 0 7 5 4 0 0
P<0.05 NS NS — NS NS Ppmeaxs| NS NS - NS NS NS =
This Table Slll)\VS, . . IES»IS QSEQ :
Significant (P<0.05): ANXIETY TEST.  TLE > GME . FISHER EXACT TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. CHI-SQUARE en 15,

‘ D! AED'S
Trade Name. Qcientific Name.
- Depakine - Sodium Valproate
- Tegretol - Carbamuazepine
- Epanutin - Hydantomn
L - Rivotril - Clunazepam
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(Tablp 94) PATIENTS ON POLTTAZRAPY WITH JEPARINE [EpazmoL .

PATIENTS ON PCLYTHERAPY WITH DEPAKIMEZ TEGRETOL

%o CODING | DIGIT SPAN | SIMILARITIES TANCELLATION LETTER ANXIET |sycnoucis |Neurouciam |sieroversio |GIT SPAN Int PAN intero Pepression MFFT
b . . TIME ZRROR . v l . b r (2 r . TME JZIACA
GME | 26 0 5 2 2 [ 8 J 4 | 2 14 | 18 3 | O 0
| 35 21 2 0 2 7 16 2 2 ) 2377 2 18 | 0 2
P<0.05 | NS NS NS I NS NS FENRE R NS N2 EE
This Table Shows, . e TESTS USED: .T
Significant (P<0.05): NONE.

FISHEA EXACT TES
, . CRI-SQUARE TES
(NS} Non-Sigmificant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCAL 25,

tow s (Table %) ) WAT Loy 155

NO CODING |DIGIT sPaN SIMILARITIES CANCELLATION LETTER ANXIET ) sychoucis INeurotician | xteroversio nMeroversion | Lie scaie P-uusuun MFFT
-* . TIME ZRROR .. . . . . ce . THE e
GME 14 4 2 0 [} 2 12 0 2 2 8 3 6 0 Q
TLE 17 9 2 0 v} 2 7 2 0 9 3 ] 0 J

P<0.05 NS NS —_ — N3 pi3ecef NS NS NS NS NS N3 -

This Table Shows, . TESTS USED: $Ts
Significant (P<0.05):ANXIETY TEST. GME > TLE . FISHER EXACT T~E.- Si
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. . CHI-SQUARE TesT

! 14 gﬁiﬁ
L. WGH DosE; (Table %) 21 WITK 167 00se
NO CODING |DIGIT SPAN | SIMILARITIES TANCELLATION LETTER RNXIET Jeycnoticis |Neurouciam | aeruversio Juteroversion Liv acais Pepuenaion MEFT
.. . * TIME cRROR .. . . b M TIME Ll
GME 12 [] 4 2 2 4 8 0 2 o 8 10 2 0 0
TLE 18 ] Q [} 2 5 7 0 0 0 12 14 7 0 L

P<0.05 NS ATNER NS NS NS NS - NS e NS NS NS — -
This Table Shows, * . TESTS USED: i YACT  TESTS
Significant (P<0.05): DIGIT SPAN TEST. GME » TLE L RER S R
(NS) Non-Significant (P>0.05): OTHER PSYCHOLOGICAL & COGNITIVE SCALES,

~AED'S dED'S
- Trade Name Scientific Name
- Depakine - Sodiwm Valproate
- Tegretol - Carbamacepine
- Epanutin - Hydantoin
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(Table 97) PATIENTS OX POLYTHERAPT WITd EPATNTIN 3 TEGRET0L

NO CODING | DIGIT SPAN | SIMILARITIES FANCELLATION LETTER ANXIET |sychoticis JNeuroticism {xteroversio |GIT SPAN Int PAN intero Depression MFFT
. . . TIME ERRCR o . . o . r o . TME |ZTR2A
GME 26 10 6 2 2 6 18 0 4 2 14 18 8 0 | 2
TLE | 35 23 2 0 2 7 6 21 2 3 23 21 18 3 ] 2
P<0.05 NS NS | NS NS NS NS NS { N3 NS N S NS NS — | N3
This Table Shows, . . TESTS USED

Significant (P<0.05): NONE.

FISHER EXACT TESTS.
(NS) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES. 3

: CHI-SQUARE TEST

(Table 96) PATIENTS OX POLYTAERAPY Wiry EPAUNTIN & DEPARINE .

PATIENTS ON POLYTHERAPY WITH EPANUTIN & DEPAKINE.

I- HIGH DOSE
NO CODING | DIGIT SPAN [ SIMILARITIES EANCELLATION LETTER RNXIET |svchaticis |Neurouciam | xteroversio |GIT SPAN Int PAN Intero Pepression MFFT
. * TIME ERROR . . . . * F . TIME |25923

GME 6 2 o} 0 0 0 6 4 0} 0 4 2 0 0 Q

TLE 2 2 2 0 0 0 2 2 2 0 0 0 2 0 Q
P<0.05 NS NS —— - - NS NS NS — NS NS NS - -~
This Table Shows, )
Significant (P<0.05): NONE. TESTS ﬁEQF‘ISHER EXAGT  [ESTS
(NS) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES. .e CHI-SQUARE TESTS

i- LOW DOSE ; NONE

AED'S AED'S

‘rade Name Scientific Name
- Depakine - Sodium Valprouts
- Tegretol - Carbamnazepine

- Epanutin - Hydantoin
- Rivotril - Clonazepan
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(Tablg 99) PATIENTS 0N POLYTHERAPY WITH DEPAZINFRIVOTALL 4 TEGAEIUL

CODING | DIGIT SPAN | SIMILARITIES LANCELLATION LETTER ANXIET |sycholicis |Neuroticiam |xteraversio {GIT SPAN int PAN Intero Deoression MFFT
. . . TIME ERROR e . | . * o . *¢ | TIME |E3ACR

GME | 28 10 8 2 2 8 18 0 ] 4 2 14 8 1 3 9 | <

TLZ 35 21 2 0 2 7 | 18 2 | 2 0 23 21 18 Q0 | 2
P<0.05 NS NS NS NS NS { NS NS | N3 N3 NS NS N3 R
This Table Shows, . .
Significant {P<0.05);: NONE. ) m u‘s‘EQ;&ISHEg EXACT TESTS
{NS) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES. . CHI-SQUARE TESTS

(Table 100) PATIENTS O POLYTHERAPY WITH EPAUNTIN & DEPARING « Rivotril

I- HIGH DOSE
NO CODING | DIGIT SPAN | SIMILARITIES [EANCELLATION LETTER ANXIET |sychoticis |Neuroliciam | xteroversio }JGIT SPAN Int FAN intero Pepressiun MFFT
* TIME ERROR i . . .. r . TIME |ERR R
GME 4 2 0 0 0 2 4 0 2 0 4 4 4 2 0
TLE 7 5 0 0 2 o] 5 0 0 0 7 7 2 0 2
P<0.05 NS — — NS NS NS - NS — NS NS NS |[NS [ N3
This Table Show . . .
S, . JESTS USED: -
Significant {P<0.05): NONE. ¢ FISHER EX_ACT TeESTS.
(NS) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES. . CHI-SQUARE TESTS.
1i- LOW DOSE : NONE
X AED'S AED'S
Trade Name Scientific Name
- Depakine - Sodium Valproate

C Taoarptnl

CCrarhamoarenine 1
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(Table 100) POLYTHERAPY (HIGH DUSE)

NO CODING IDIGIT SPAN | SIMILARITIES LCANCELLATION LETTER RNXIET |sychoticts [Neuroticism | xteroversio Juteroversion § Lie scale Pepression MFFT
. . M TIME ERROR ) * . b e b TIME [ERROR
GME | 30 16 6 2 2 10 16 6 6 0 18 20 8 2 2
TLE 27 14 1] 0 4 [ 12 0 ] 0 21 21 9 0 2
{F<0.08 NS _|0042. ] NS NS NS | NS | 00428 | 00428 | — NS NS | NS |NS | NS
This Table Shows, IESTS uSEDI-:lsnER EXACI TESTS.
Significant (P<0.05): Psychoticism & Neuroticism TEST£ DIGITSPAN ome . 71 g . CHI-SQUARE TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.
(Table 102) POLYTHERAPY (AVERAGE DOSE)
NO CODING |DIGIT SPAN | SIMILARITIES [FANCELLATION LETTER RNXIET [sychoticls |Neuroticiun | xteroversio Juteroversion | tie scale depression MFFT
.s . TIME ERROR b * * “e . b TIAE  JLRROI
GME i8 4 0 0 2 14 0 2 0 8 10 6 0 4]
TLE 21 13 4 0 0 2 11 4 4 0 ) 7 1 0 0
P<0.05 00127 | NS — — NS | NS | NS IE — NS NS | NS |~ |—
. ] =STS US :
This Table Shows, It-?- L“mFlsuEn EXACT TESTS.

Signlificant (P<0.05): ‘CODING TEST. TLE > GME
{NS) Non-Signlficant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.
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(Tablg 103) COMPLIANT PATIENTS :

NO CODING [DIGIT SPAN | SIMILARITIES EANCELLATION LETTER RANXIET sychiolicis fNeuroticism | xteraversio Interoversion| Lle scale Puprcsslun MFFT
hhd - T TIME ERROR * e . . . . e TIME |ERROR
GME | 100 37 18 2 18 18 57 28 18 2 46 57 39 2 2
[ TLE | 70 a2 1 0 5 14 a6 20 14 5 39 a7 25 0 7
P<0.08 NS NS NS '76?0417’*2' NS NS NS NS NS 00148 <| NS NS NS | NS
This Table Shows, . e TESTS USED: ) ’
Sgnificant (P<0.06): CANCELTATION LETTERS TEST. GME>TLE INTERGVERSION TEST. TLE » GME . FISHER EXACT TESTs

(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE

I- COMPLIANT PATIENTS ON MONOTHERAPY

SCALES.

(Table 104)

CHI-SQUARE

TESTS

1) COMPUIANT PATIENTS ON MONOTHER4PY

NO CODING [DIGIT SPAN | SIMILARITIES [CANGELLATION LETTER RNXIET |sychoticie |Neuraticism | ateroversio futeroversion | Lie scale Pepression MFFT
b wa TIME ERROR »e . .o . A . o TIME |ERROR

GME 77 28 1" 0 14 1 39 20 14 0 37 46 28 2 2

TLE 45 20 11 0 5 9 30 16 1 5 28 18 14 0 2
|P<0.05 NS NS — NS NS NS NS NS 00126 NS 00352 NS NS | NS
I'his Table Shows, . .. ] ] TESTS USED : -
Significant (P<0.06): Extaroversion TLE > GME & L.le scale TEST. GME > TLE . FISHEN EXACGCT TESTS.
(NS) Non-Significant {P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. . CHI-SQUAREL TESTS.

IIl- COMPLIANT PATIENTS ON POLYTHERAPY

(Table 105)

&) COMPUANT PATIENTS 0X POL PrEER APT

NO CODING |DIGIT sPAN SIMILARITIES CANCELLATION LETTER RANXIET sychoticis  |Neurotician | xteroversio pnteraversion | Lie scale Pepresuion MFFT
. . ¢ TIME ERROR b . . . . . . TIME JERROR

GME | 23 [*] 7 2 5 7 18 7 5 2 *] 11 1" 0 0

TLE 25 11 o JESE: 0 0 5 16 5 2 0 1 18 1 0 5
P<0.05 NS 0.01 NS 0.0466 NS NS NS NS NS NS NS NS - NS
This Table Shows, . e -
Significant (P<0.05): DIGIT SPAN 8 CANCELLATION LETTERS(IIME) TEST . GME = 11 E TESTS USED: )
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES, : PISHEN W EXACT  1ESTS.

* CHI-SQUANE 1ESTS



(Table 106) NON-COMPLIANT PATIENTS

NO CODING [DIGIT SPAN [ SIMILARITIES ANCELLATION LETTER RANXIET sychaticls |Neuroticlsn | xteroversio Meroversion | Lle ecale Pepression MFFT
- [ . TIME ERROR e AAd e . e e as TIME JERROR
GME 46 16 2 5 2 14 23 1 14 2 20 28 16 2 2
TLE 36 20 7 0 5 5 18 7 7 0 25 16 14 0 2
P<0.05 NS NS NS NS NS NS NS NS NS 0019 1 NS NS NS [ NS
This Table Shows . . - . .
’ . TER18 USER. hem exact TESTs,
Significant (P<0.05); INTEROVERSION TEST. TLE» GME “a CHI-SQUARE TESTS.
(NS) Non-Slgnlﬂcam (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.

- NON-COMPLIANT BATIENTS ON MONOTHERAPY

=0l

(Table l07) NON-COMPIANT PATIE,

NIS O MoNoraen
NO CODING JolaIT SPAN | SIMILARITIES ANCELLATION LETTER NXIET [sychoticls Neurotician | xteroversio nteroversion | Lie scate cpresslon MFFT APY
. » TIME ERROR . . [ERROR
GME 53 7 5 3 5 7 5 5 = 5 : = - TI(I;!E ERROR
TLE 9 5 2 0 0 2 7 2 2 0 7 0 0 :
[P<0.05 NS NS NS NS NS NS NS NS NS 0.0423 NS NS - o~
This Table Shows, . .
Significant (P<0.05): INTEROVERSION TEST.  TLE » GME TESTS USED: .
(Ng) Non-Sl:)nlﬂcan)t {P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. : ) Ci;il Is-“SEQRU AEHXEA CT fTEESb’lTS:

I- NON-COMPLIA S ON PO A [I’ b/ lﬂﬂj _ A
dule ¢) NON-COMPIIANT PATIENTS 0N POLFTHER APY
NO CODING |DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER BNXIET |sychoticis fNeuratician | xteroversio nteroverslon § Lie scale Pepression MFFT
e . TIME ERROR s . v o ' .. TINE |t RROK
GME | 23 ] 2 [4] 0 7 14 2 9 0 14 18 9 2 2
TLE 27 18 [ 0 [3 2 11 5 5 0 18 1" 14 0 2
P<0.05 NS NS — NS NS NS NS NS — NS 0045 NS NS | NS
This Table Shows, . . ] . ) .
Significant (P<0.05): Lle scale TEST. GME > TLE - IE§TS USEDF'ISHER EXACT TESTS
(NS) Non-Significant (P>0.05): OTHER PSYCHOLOGICAL & COGNITIVE SCALES. .

CHI-SQUARE TESTS,
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(Table 109) PATIENTS WITH CONTROLLED SEIZURE :

NO CODING |DIGIT SPAN | SIMILARITIES [CANCELLATION LETTER RNXIET }sycholicie |Neuroticlsm | xteroverslo Jnteroversion] Lle scale Pepression MFFT
bl .. TIME ERROR we » . . L . . TIME |ERROR
GME 71 29 17 0 17 13 36 23 13 0 34 40 k}) 2 8
I TLE a5 18 ] 0 o 5 25 1 9 2 14 28 14 0 5
P<0.05 NS NS - ‘aoo1e82 | NS 00423 NS NS NS NS 0.0169 NS NS I NS
This Table Shows, . v USED X T .
Significant (P<0.06): CANCELLATION LETTERS, GME > TLE ANXIETY & Lie scale TEST. 1) g, gME TESTS U= FISHER EXACT TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. .e CHI-SQUARE TESTS.
- PATIENTS O ONO A
(Tablg Il0) ) PATIENTS O MONOTHER 4PY
NO CODING DIGIT SPAN | SIMILARITIES CANCELLATION LETTER RNXIET |sychoticis [Neuroticiun {xieroversio Juteroversion ] Lie scale depression MFFT
. . TIME ERROR | #* . - . - v .. | TME [ERROR
GME 59 25 413 0 17 6 27 17 6 0 25 34 25 2 8
TLE 23 ] 7 0 0 2 14 7 7 2 0 18 9 0 2
P<0.05 NS NS —_ 0.009847 NS NS NS NS NS NS NS NS NS | NS
This Table Shows, . . TESTS USED : o .
. FISHER EXACT TESTS.
.. CHI-SQUAHE TESTS.
Significant (P<0.05): CANCELLATION LETTERS (TIME) TEST. GME>TLE
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES.
L__PATIENTS ON POLYTHERAPY (Tablp lll) 2) PATIENTS ON POLYTHERAPY
NO CODING  JDIGIT SP]:N SIMILARITIES CANCELLATION LETTER RNXIET [eychoticie {Ncinoliciun | atauversio fotciovarsiond Lic scale Bupression MFFT
B 2] . TIME ERROR e . . . oo s» [T JerRROR
GME 12 4 4 4] 0 ) 8 6 6 0 8 8 6 0 0
TLE 12 1 2 0 0 2 11 5 2 0 6 [°] 5 0 2
{P<0.05 NS NS - — NS NS NS NS — NS NS NS - I NS
This Table Shows, . )
Significant (P<0.05): NONE. -TES»IS L’SEDF:ISHEH EXACT TEST.S
(NS) Non-Significant (P>0.06) : ALL PSYCHOLOGICAL & COGNITIVE SCALES. .. e AnE TESTS
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(Tablg I12) PATIENTS WITHOUT CONTROLLED SEIZURE

NO CODING |ING DIGITS | SIMILARITIES EANCELLATION LETTER RNXIET |sychoticls Neurollcian | xteraverslo JGIT SPAN Int PAN Intero Depression MFFT
s we . TIME ERROR v v e . e b s TIME JERROR
GME 75 19 13 6 8 17 40 17 17 4 29 46 15 2 2
TLE " 34 9 0 ] 14 38 18 1" 2 48 30 23 0 5
P<0.05 0.007805 * NS CEQ043T NS NS NS NS NS NS 10.0004641 ] 0.0211 NS NS I NS
This Table Shows, ' o . ‘ TESTS USED
Significant (P<0.05): CODING , Interoversion TLE > GME & Lie scale TEST, SIMILARITIES GME > TLE . FISHER EXACT T}E?TS.
{NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL 8 COGNITIVE SCALES. . CHI-SQUARE TESTS.
L PATIENTS ON MONOTHERARY (Table lI3) 1) PATIENTS ON MONOTHERAPY
NO CODING [DIGIT SPAN | SIMILARITIES LANCELLATION LETTER RNXIET [sychoticis [Neuroticlun | xieroversio fnteroversion| Lie scale Pepression MEFT
» ve * TIME ERROR we e *e * e e e TIME JERROR
GME 44 ] [ 8 6 15 21 13 10 2 17 23 6 0 2
TLE 30 1 [ 0 5 [£] 20 14 7 2 20 9 5 0 0
|P<0.05 0.0208 NS NS NS NS NS NS NS NS 0.0179 NS NS . NS
This Table Shows, e " TESTS USEDR: ot
Significant (P<0.06): CODING & INTEROVERSION TEST. TLE > GME . FISHER E‘X ACT TTEts;fg-
(NS) Non-Significant (P>0.06) : OTHER PSYCHOLOGICAL 8 COGNITIVE SCALES. CHI-SQUARE :
- PA S ON PO A 4]
(Table Il 2) PATIENTS ON POLPTHERAPY
NO CODING |DIGIT SPAN | SIMILARITIES LCANCELLATION LETTER RNXIET |sycholicis |Meuroliclun | ateroversio foteroverslon | Lie scale epression MFFT
* . . TIME ERROR . o . . . oo |Trie oo
GME | 31 13 8 2 4 2 16 4 6 2 13 23 6 o | 2
TLE | 41 23 3 0 5 5 18 5 5 0 28 20 18 0} 5
P<0 Q5 NS NS NS NS NS NS NS NS NS 0.0253 | 00205 NS MS
This Table ShOWS . . ¢ . S8TS USED : .
Significant (P<0.05) Lle scale GME »TLE & INTEROVEF TLE - GME Thels "“H'Flsugn EXACT TESTS.
(NS) Non-Significant (P>0.05) : OTHER PSYCHOLOGICAL & COGNITIVE SCALES. . CHI-SQUARE TESTS.
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(Table 115) WITH PRESENCE OF DRUG SI0E EFFELTS

NO CODING |DIGIT SPAN | SIMILARITIES SANCELLATION LETTER RNXIET sychaoticis |Neuroticlsm xteroversio Jnteroversion] Lie scale Pepression MFFT
. ae . TIME ERROR e . . ' e *e o TIME |ERROR
GME 43 20 4 2 4 14 20 12 10 2 26 24 14 2 2
TLE 29 20 5 4] 5 5 18 9 7 2 14 16 1" 0 2
P<0.05 NS NS NS NS NS NS NS NS NS NS NS NS MS | NS
This Table Shows, . . TESTS USED: - ’ .
¢ FISHER EXACT TESTS.
- CHI-SQUARE TESTS.

Significant (P<0.06): NONE.

(NS) Non-Significant (P>0.05) : ALL

PSYCHOLOGICAL & COGNITIVE SCALES.




3) Therapeutic issues (detailed)
(The relation between Therapeutic variables and

performance on different psychometric tests).

alPsychorriétry.
i- Cognitive funchtions

Coding test

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the therapeutic issues in the
JSollowing :

Patients on monotherapy medication (Table 86)

Patients on polytherapy medication (Table 87)

Patients on monotherapy with Sodium Valproate (Depakine) :
Whether with low (Table 89), high dose (Table 90) or both
(Table 88)

Patients on monotherapy with Carbamazepine (Tegretol) ; with.
high dose (Table 93)

Patients on polytherapy with Sodium Valproate (Depakine) and
Carbamazepine (Tegretol) ; Whether with low (Table
95), high dose (Table 96) or both (Table 94)

Patients on polytherapy with Phenytoin (Epanutin) and
Carbamazepine (Tegretol) (Table 97)

Patients on polytherapy with Phenytoin (Epanutin) and Sodium
Valproate (Depakine) (Table 98)

Patients on polytherapy with Sodium Valproate (Depakine),
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Clonazepam (Rivotril) and Carbamazepine (Tegretol)
(Table 99)

Patients on polytherapy with Phenytoin (Epanutin), Clonazepam
(Rivotril) and Sodium Valproate (Depakine) (Table
100)

Patients on polytherapy with high dose (Table 101)

Compliance
Compliant Patients (Table 103)
Compliant Patients on Monotherapy (Tabie 104)

Compliant Patients on Polytherapy (Table 105)

Non-Compliance
Non-Compliant Patients (Table 106)
Non-Compliant Patients on Monotherapy (Table 107)

Non-Compliant Patients on Polytherapy (Table 108)

Controlled Seizure
Patients with controlled seizures (Table 109)
Patients with controlled seizures on monotherapy (Table 110)

Patients with controlled seizures on polytherapy (Table 111)
Whithout controlled seizure

Patients without controlled seizures (Table 112)

Patients without controlled seizures on polytherapy (Table 114)
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Side Effects

Patients with side effects (Table 113)

Significant :
There is significant difference between GME and TLE in the
Sollowing :
TLE > GME
Patients on monotherapy with Carbamazepine (Tegretol): (Low
dose} (Table 92)
Patients on polytherapy with average dose (Table 102)

Patients without controlled seizures on monotherapy Table 113)

GME > TLE
Patients on monotherapy with Carbamazepine (Tegretol) : Both (low

and high dose) (Table 91)

Digit span test

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the therapeutic issues in the
following :

Patients on polytherapy medication (Table 86)

Patients on monotherapy with Sodium Valproate (Depakine) ;
Whether with low (Table 89), high dose (Table 90) or both
(Table 88)

Patients on monotherapy with Carbamazepine (Tegretol) (Low.dose
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(Table 92}

Patients on polytherapy with Sodium Valproate (Depakine) and
Carbamazepine (Tegretol) : Wherher wizh low ‘Tabie
95), high dose (Table 96) or both (Table 94)

Patients on polytherapy with Phenytoin (Epanutin] and
Carbamazepine (Tegretol) (Table 97)

Patients on polytherapy with Phenytoin (Epanutin) and Sodium
Valproate (Depakine) (Table 98)

Patients on polytherapy with Sodium Valproate (Depakine),
Clonazepam (Rivotril) and Carbamazepine (Tegretol)
(Table 99)

Patients on polytherapy with Phenytoin (Epanutin), Clonazepam
(Rivotril) and Sodium Valproate (Depakine) (Table
100)

Patients on polytherapy with average dose (Table 101)

Compliance
Compliant Patients (Table 103)

Compliant Patients on Monotherapy (Table 104)

Non-Compliance
Non-Compliant Patients (Table 106)
Non-Compliant Patients on Monotherapy (Table 107)
Non-Compliant Patients on Polytherapy (Table 108)

Controlled Seizure

Patients with controlled seizures (Table | 09}
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Patients with controlled seizures on monotherapy 'Tazie 110)

Patients with controlled seizures on polytherapy (Tabie [11)

Whithout controlled seizure
Patients withoui controlled seizures (Table 112)
Patients without controlled seizures on monotherapy (Table 113)

Patients without controlled seizures on polytherapy (Table 114)

Side Effects

Patients with side effects (Table 115)

Significant :
There is significant difference between GME and TLE in the
Jollowing :
TLE > GME
Patients on monother apy medication (Table 86)

Patients on monotherapy with Carbamazepine (Tegretol)

(Both) (Table 91)

GME > TLE
Patients on monotherapy with Carbamazepine (Tegretol) ; high dose
(Table 93)
Patients on polytherapy with high dose (Table 101}
Compliant Patients on Polytherapy (Table 105)

Similarities
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Non-Significant :

No Signiyjcant difference ound in differen: psychoiogical & congnitive
scales between GME and TLE concerning the therapeutic issues in the
JSollowing :

Patients on monother apy medication (Table 86)

Patients on polytherapy medication (Table 87)

Patients on monotherapy with Sodium Valproate (Depakine) :
Whether with low (Table 89), high dose (Table 90) or both
(Table 88).

Patients on monotherapy with Carbamazepine (Tegretol} : Whether
with low (Table 92). high dose (Table 93j or both (Table
91)

Patients on polytherapy with Sodium Valproate (Depakine) and
Carbamazepine (Tegretol) : Whether with low (Table
95). high dose (Table 96) or both (Table 94)

Patients on polytherapy with Phenytoin (Epanutin) and
Carbamazepine (Tegretol) (Table 97)

Patients on polytherapy with Phenytoin (Epanutin) and Sodium
Valproate (Depakine) (Table 98)

Patients on polytherapy with Sodium Valproate (Depakine),
Clonazepam (Rivotril) and Carbamazepine (Tegretol)
(Table 99)

Patients on polytherapy with Phenytoin (Epanutin), Clonazepam
(Rivotril) and Sodium Valproate (Depakine) (Table
100)
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Patients on polytherapy with high dose ‘Table [0)]!

Patients on polytherapy with average dose Taile 10

Compliance
Compliant Patients (Table 103)
Compliant Patients on Monotherapy (Table 104)

Compliant Patients on Polytherapy (Table 105)

Non-Compliance
Non-Compliant Patients (Table 106) '
Non-Compliant Patients on Monotherapy (Table 107)

Non-Compliant Patients on Polytherapy (Table 108)

Controlled Seizure
Patients with controlled seizures (Table I 09)
Patients with controlled seizures on monotherapy (Tabie 110)
Patients with controlled seizures on polytherapy (Table 111)
Whithout controlled seizure
Patients without controlled seizures on monotherapy (Table 113)

Patients without controlled seizures on polytherapy (Table 114)

Side Effects
Patients with side effects (Table 115)

Significant :
There is significant difference between GME and TLE in the

Jollowing :
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GME > TLE

_—
G

Patients without controlled seizures. (Total) Tabie i)

Cancellation letters test (Time)

Non-Significant :

No Signifcant difference found in different psychologicai & congnitive
scales between GME and TLE concerning the therapeutic issues in the
following :

Patients on monother apy medication (Table 86)

Patients on polytherapy medication (Tabie 87)

Patients on monotherapy with Sodium Valproate (Depakine) :
Whether with low (Table 89). high dose (Tabie 90) or both
(Table 88)

Patients on monotherapy with Carbamazepine (Tegretol) : Whether
with low (Table 92), high dose (Table 93jor both (Table

91)

Patients on polytherapy with Sodium Valproate (Depakine) and
Carbamazepine (Tegretol) ; Whether with low (Table
95), high dose 96 or both 94

Patients on polytherapy with Phenytoin (Epanutin) and
Carbamazepine (Tegretol) (Table 97)

Patients on polytherapy with Phenytoin (Epanutin) and Sodium
Valproate (Depakine) (Table 98)

Patients on polytherapy with Sodium Valproate (Depakine),
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Clonazepam (Rivotril) and Carbamazepine (Tegretol)
{Table 99)

Patients on polytherapy with Phenytoin (Epanurinj, Clonazepam
(Rivotril) and Sodium Valproate (Depakine) (Tabie
100)

Patients on polytherapy with high dose (Table 101)

Patients on polytherapy with average dose (Table 102)

Compliance

Compliant Patients on Polytherapy (Table 105)

Non-Compliance
Non-Compliant Patients (Table 106)
Non-Compliant Patients on Monotherapy (Table 107)

Non-Compliant Patients on Polytherapy (Table 108)

Controlled Seizure

Patients with controlled seizures on polytherapy (Table 111)

Whithout controlled seizure
Patients without controlled seizures (Table 112)
Patients without controlled seizures on monotherapy (Table 113)

Patients without controlled seizures on polytherapy (Table 114)

Side Effects
Patients with side effects (Table 115)
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Significant :
There is significant difference between GME and TLE in the

Sfollowing :

GME > TLE
Compliant Patients. (Total) (Table 103)
Compliant Patients on Monotherapy (Table 104)
Patients with controlled seizures (Total) (Table 109)

Patients with controlled seizures on monotherapy (Table 110)

Cancellation letters test (Errors)

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the therapeutic issues in the
Sfollowing :

Patients on monother apy medication (Table 86)

Patients on polytherapy medication (Table 87)

Patients on monotherapy with Sodium Valproate (Depakine) ;
Whether with low (Table 89), high dose (Table 90) or both
(Table 88)

Patients on monotherapy with Carbamazepine (Tegretol) ; Whether
with low (Table 92), high dose (Table 93) or both (Table
91)

Patients on polytherapy with Sodium Valproate (Depakine) and
Carbamazepine (Tegretol) ; Whether with low (Table
95), high dose (Table 96) or both (Table 94)
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Patients on polytherapy with Phenytoin (Epanutin) and
Carbamazepine (Tegretol) Taoie 7]

Patients on polytherapy with Phenytoin (Epanutin) and Sodium
Valproate (Depakine) (Table 28)

Patients on polytherapy with Sodium Valproate (Depakine),
Clonazepam (Rivotril) and Carbamazepine (Tegretol)
(Table 99)

Patients on polytherapy with Phenytoin (Epanutin), Clonazepﬁm
(Rivotril) and Sodium Valproate (Depakine) (Table
100)

Patients on polytherapy with high dose (Tabie 101)

Patients on polytherapy with average dose (Table 102)

Compliance
Compliant Patients (Table 103)
Compliant Patients on Monotherapy (Table 104)

Compliant Patients on Polytherapy (Table 105)

Non-Compliance
Non-Compliant Patients (Table 106)
Non-Compliant Patients on Monotherapy (Table 107)

Non-Compliant Patients on Polytherapy (Table 108)

Controlled Seizure
Patients with controlled seizures (Table 109)
Patients with controlled seizures on monotherapy (Table 110)

Patients with controlled seizures on polytherapy (Table 111)

209



Whithout controlled seizure
Patients without controlled seizures Tabie 112}
Patients without controlled seizures on monotherapy Tabie 113)

Patients without controlled seizures on polytherapy (Tabie 1 14)

Side Effects

Patients with side effects (Table ] 15)

Matching familiar figure test-Total
and Mean time (MFFT)

Non-Significant :

No Signifcant difference Jound in different psychological & congnitive
scales between GME and TLE concerning the therapeutic issues in the
JSollowing :

Patients on monotherapy medication (Tabie 89)

Patients on polytherapy medication (Table 87)

Patients on monotherapy with Sodium Valproate (Depakine) :
Whether with low (Table 89), high dose (Table 90) or both
(Table 88)

Patients on monotherapy with Carbamazepine (Tegretol) ; Whether
with low (Table 92, high dose (Table 93) or both (Table
91).

Patients on polytherapy with Sodium Valproate (Depakine) and

Carbamazepine (Tegretol) ; Whether with low (Table
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PR ~ e it e
Tavie 96) cr beth Table 04

92). high dose

Patients on polytherapy with Phenytoin (Epanutin] and
Carbamazepine (Tegretol) Tabie 97].

Patients on polytherapy with Phenytoin (Epanutin) and Sodium
Valproate (Depakine) (Tabie 98).

Patients on polytherapy with Sodium Valproate (Depakine),
Clonazepam (Rivotril) and Carbamazepine (Tegretol)
(Table 99).

Patients on polytherapy with Phenytoin (Epanutin), Clonazepam
(Rivotril) and Sodium Valproate (Depakine) (Table
100).

Patients on polytherapy with high dose (Table 101).

Patients on polytherapy with average dose (Table 102,.

Compliance
Compliant Patients (Table 103).
Compliant Patients on Monotherapy (Table 104).
Compliant Patients on Polytherapy (Table 105)
Non-Compliance
Non-Compliant Patients. (Table 106)
Non-Compliant Patients on Monotherapy (Table 107)

Non-Compliant Patients on Polytherapy (Table 108)

Controlled Seizure
Patients with controlled seizures. (Table 109)
Patients with controlled seizures on monotherapy. (Table 110)

Patients with controlled seizures on polytherapy. (Table 111)

211



Whithout controlled seizure
Patients without controlled seizures. (Tabie 12}
Patients without controlled seizures on monotherapy. (Table 113)

Patients without controlled seizures on polytherapy.(Table 114)

Side Effects

Patients with side effects. (Table 115)

Matching familiar figure test-
Total errors (MFFT)

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the therapeutic issues in the
JSollowing :

Patients on monother apy medication (Table 86j

Patients on polytherapy medication (Table 87)

Patients on monotherapy with Sodium Valproate (Depakine) ;
Whether with low (Table 89), high dose (Table 90) or both
(Table 88).

Patients on monotherapy with Carbamazepine (Tegretol) ; Whether
with low (Table 92), high dose (Table 93) or both (Table
91)
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Patients on polytherapy with Sodium Valproate (Depakine} and
Carbamazepine (Tegretol) . \Whether with iow Tapie
95), high dose (Table 96; or hoth : Tabie 94

(Patients on polytherapy with Phenytoin (Epanutin) and
Carba.mazepine (Tegretol) (Table 97).

Patients on polytherapy with Phenytoin (Epanutin) and Sodium
Valproate (Depakine) (Table 96).

Patients on polytherapy with Sodium Valproate (Depakinej,
Clonazepam (Rivotril) and Carbamazepine (Tegretol)
(Table 99). )

Patients on polytherapy with Phenytoin (Epanutin), Clonazepam
(Rivotril) and Sodium Valproate (Depakine) (Table
100).

Patients on polytherapy with high dose (Table 101).

Patients on polytherapy with average dose (Table 102).

Compliance
Compliant Patients (Table 103).
Compliant Patients on Monotherapy (Table 104.)
Compliant Patients on Polytherapy (Table 105)

Non-Compliance
Non-Compliant Patients (Table 106).
Non-Compliant Patients on Monotherapy (Table 107)

Non-Compliant Patients on Polytherapy (Table 108)

Controlled Seizure
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Patients with controlled seizures (Tabie 109,
Patients with controlled seizures on monotherapy {Tabie :10/.

Patients with controlled seizures on polytherapy Tabie 11,

Whithout controlled seizure
Patients without controlled seizures (Table 112).
Patients without controlled seizures on monotherapy (Table 113).

Patients without controlled seizures on polytherapy (Table 114).

Side Effects '

Patients with side effects (Table 115).

ii- Assessement of mood.

The Children anxiety scale (CAS).

Non-Significant :
No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concemning the therapeutic issues in the

Sollowing :
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Patients on monother apy medication Table 36;
Patients on polytherapy medication Tatie ST

Patients on monotherapy with Sodium Valproate (Depakine]
Whether with low (Table 89) or both (Table 88)..

Patients on monotherapy with Carbamazepine (Tegretol) : Whether
with low (Table 92). high dose (Table 93} or both {Table
91).

Patients on polytherapy with Sodium Valproate (Depakine) and
Carbamazepine (Tegretol) ;: Whether with high dose
(Table 96) or both (Table 94). ,

Patients on polytherapy with Phenytoin (Epanutin) and
Carbamazepine (Tegretol) (Table 97).

Patients on polytherapy with Phenytoin (Epanutin) and Sodium
Valproate (Depakine) (Table 98).

Patients on polytherapy with Sodium Valproate (Depakine),
Clonazepam (Rivotril) and Carbamazepine (Tegretol)
(Table 99).

Patients on polytherapy with Phenytoin (Epanutin), Clonazepam
(Rivotril) and Sodium Valproate (Depakine) (Table
100).

Patients on polytherapy with high dose (Table 101).

Patients on polytherapy with average dose (Table 102).

Compliance
Compliant Patients (Table 103).
Compliant Patients on Monotherapy (Table 104)

Compliant Patients on Polytherapy (Table 105)
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Non-Compliance
Non-Compliant Patients (Table 106).
Non-Compliant Patients on Monotherapy (Table 107)
Non-Complicuit Patients on Polytherapy (Table 108)

Controlled Seizure
Patients with controlled seizures on monotherapy (Table 110).

Patients with controlled seizures on polytherapy (Table 111).

Whithout controlled seizure
Patients without controlled seizures (Table 112).
Patients without controlled seizures on monotherapy (Table 113).

Patients without controlled seizures on polytherapy (Table 1]4).

Side Effects
Patients with side effects (Table 115).

Significant :
There is significant difference between GME and TLE in the
Jollowing :
] TLE > GME
Patients on monotherapy with Carbamazepine (Tegretol) ; (High
dose] (Table 93)
Patients with controlled seizures (Total) (Table 109)

GME > TLE
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Patients on polytherapy with Sodium Valproate (Depakine) and

Carbamazepine (Tegretol) : low dose) Tabie 95;

. The children depression

inventory (CDI).

Non-Significant :

No Signifcant difference found in different psychological & congnitive
scales between GME and TLE concerning the therapeutic issues in the
Sollowing : ’

Patients on monother apy medication (Table 86]

Patients on polytherapy medication (Table 87)

Patients on monotherapy with Sodium Valproate (Depakine) :
Whether with low (Table 89), high dose (Table 90) or both
(Table 88).

Patients on monotherapy with Carbamazepine (Tegretol) ; Whether
with low (Table 92) or high dose (Table 93).

Patients on polytherapy with Sodium Valproate (Depakine) and
Carbamazepine (Tegretol) ; Whether with low (Table
95), high dose (Table 96]) or both (Table 94).

Patients on polytherapy with Phenytoin (Epanutin) and
Carbamazepine (Tegretol) (Table 97).

Patients on polytherapy with Phenytoin (Epanutin) and Sodium
Valproate (Depakine) (Table 98).

Patients on polytherapy with Sodium Valproate (Depakine),

Clonazepam (Rivotril) and Carbamazepine (Tegretol)
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{Table 99).

Patients on polytherapy with Phenytoin (Epanutin), Clonazepam
(Rivotril) and Sodium Valproate (Depakine) iTabie
100).

Patients on polytherapy with high dose (Table 101).

Patients on polytherapy with average dose Table 102).

Compliance
Compliant Patients (Table 103).
Compliant Patients on Monotherapy (Table 104). ’

Compliant Patients on Polytherapy (Table 105)

Non-Compliance
Non-Compliant Patients (Table 106).
Non-Compliant Patients on Monotherapy (Table 107).

Non-Compliant Patients on Polytherapy (Table 108)

Controlled Seizure
Patients with controlled seizures (Table 109).
Patients with controlled seizures on monotherapy (Table 110).

Patients with controlled seizures on polytherapy (Table 111).

Whithout controlled seizure
Patients without controlled seizures (Table 112).
Patients without controlled seizures on monotherapy (Table 113).

Patients without controlled seizures on polytherapy (Table 114).
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Side Effects

Patients with side effects (Tabie 1 15].

Significant :
There is significant difference between GME and TLE in the
Jollowing :

GME > TLE

Patients on monotherapy with Carbamazepine (Tegretol) (Total)

(Table 91.) !
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iii- Assessement of personality.

Psychoticism

Non-Significant :

No Signifcént difference found in different psvchological &
congnitive scales between GME and TLE concerning the therapeutic
issues in the following :

Patients on monotherapy medication (Table 86).

Patients on polytherapy medication (Table 87).

Patients on monotherapy with Sodium Valproate (Depakiné) :
Whether with low (Table 89), high dose (Table 90) or both
(Table 88).

Patients on monotherapy with Tegretol ; Whether with low (Table 92),
high dose (Table 93) or both (Table 91).

Patients on polytherapy with Sodium Valproate (Depakine) and
Tegretol ; Whether with low (Table 95), high dose (Table
96) or both (Table 94).

Patients on polytherapy with Epanutin and Tegretol (Table 97).

Patients on polytherapy with Epanutin and Sodium Valproate
(Depakine) (Table 98).

Patients on polytherapy with Sodium Valproate (Depakine)
Rivotril and Tegretol (Table 99).

Patients on polytherapy with Epanutin, Rivotril and Sodium
Valproate (Depakine) (Table 100).

Patients on polytherapy with average dose (Table 102).
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Compliance
Compliant Patients Tabie 103).
Compliant Patients on Monotherapy Tabie [ ().

Compliant Patients on Polytherapy (Table 105].

Non-Compliance
Non-Compliant Patients (Table 106).
Non-Compliant Patients on Monotherapy (Table 107)

Non-Compliant Patients on Polytherapy (Table 108)

Controlled Seizure
Patients with controlled seizures (Table 109).
Patients with controlled seizures on monotherapy (Tabie 110).

Patients with controlled seizures on polytherapy (Table 111).

Whithout controlled seizure
Patients without controlled seizures (Table 1 12).
Patients without controlled seizures on monotherapy (Table 113).

Patients without controlled seizures on polytherapy (Table 114).

Side Effects
Patients with side effects (Table 115).

Significant :
There is significant difference between GME and TLE in the

following :
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GME > TLE

Patients on polytherapy with high dose [Tabie 101;.

Neuroticism

Non-Significant :

No Signifcant difference found in different psvchological &
congnitive scales between GME and TLE concerning the therapeutic
issues in the following :

Patients on monother apy medication (Table 86)

Patients on polytherapy medication (Tabie 87)

Patients on monotherapy with Sodium Valproate (Depakine) -
Whether with low (Table 89), high dose (Tabie 90) or both
(Table 88).

Patients on monotherapy with Tegretol ; Whether with low (Tabie 92),
high dose (Table 93) or both (Table 91).

Patients on polytherapy with Sodium Valproate (Depakine) and
Tegretol ; Whether with low (Table 95), high dose (Table
96) or both (Table 94).

Patients on polytherapy with Epanutin and Tegretol (Table 97).

Patients on polytherapy with Epanutin and Sodium Valproate
(Depakine) (Table 98).

Patients on polytherapy with Sodium Valproate (Depakine),
Rivotril and Tegretol (Table 99).

Patients on polytherapy with Epanutin, Rivotril and Sodium
Valproate (Depakine) (Table ] 00).

Patients oﬁ polytherapy with average dose (Table 102).
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Compliance
Compliant Patients iTabie !03).
Compliant Patients on Monotherapy (Tabie 104)

Compliant Patients on Polytherapy (Table 105)

Non-Compliance
Non-Compliant Patients (Table 106).
Non-Compliant Patients on Monotherapy (Tabie 107)

Non-Compliant Patients on Polytherapy (Tabie 108)

Controlled Seizure
Patients with controlled seizures (Table 109).
Patients with controlled seizures on monotherapy (Table 110).

Patients with controlled seizures on polytherapy (Table 111).

Whithout controlled seizure
Patients without controlled seizures (Table 112).
Patients without controlled seizures on monotherapy (Table 113).

Patients without controlled seizures on polytherapy (Table 114).

Side Effects
Patients with side effects (Table 115).

Significant :
There is significant difference between GME and TLE in the

following :
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GME > TLE

Patients on pblytherapy with high dose (Table 101].

Introversion

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the therapeutic
issues in the following :

Patients on monother apy medication (Table 86)

Patients on polytherapy medication (Table 87)

Patients on monotherapy with Sodium Valproate (Depakine) :
Whether with low (Table 89), high dose (Table 90) or both
(Table 88).

Patients on monotherapy with Tegretol ; Whether with low (Table 92),
high dose (Table 93) or both (Table 91).

Patients on polytherapy with Sodium Valproate (Depakine) and
Tegretol ; Whether with low (Table 95), high dose (Table
96) or both (Table 94).

Patients on polytherapy with Epanutin and Tegretol (Table 97).

Patients on polytherapy with Epanutin and Sodium Valproate
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{(Depakine) iTabie 98],

Patients on polytherapy with Sodium Valproate (Depakinej.
Rivotril and Tegretol (Tabie 99).

Patients on polytherapy with Epanutin. Rivotril and Sodium
Vt:;lproate (Depakine) (Table 100).

Patients on polytherapy with high dose (Table 101).

Patients on polytherapy with average dose (Table 102).

Compliance
Compliant Patients on Monotherapy (Tabie 104.) ’

Compliant Patients on Polytherapy (Table 105)

Non-Compliance
Non-Compliant Patients on Polytherapy (Table 108)
Controlled Seizure
Patients with controlled seizures (Table 109].
Patients with controlled seizures on monotherapy (Table 110).

Patients with controlled seizures on polytherapy (Table 111).

Side Effects
Patients with side effects (Table 115).

Non-Significant :
There is significant difference between GME and TLE in the

following :

TLE > GME
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Compliant Patients (Total) :Tavle 103).
Non-Compliant Patients (Total] (Table 106;.
Non-Compliant Patients on Monotherapy :Tabie 107).

Whithout controlled seizure :

Patients without controlled seizures (Total) (Table 112).
Patients without controlled seizures on monotherapy (Table 113).

Patients without controlled seizures on polytherapy. (Table 114).

Lie scale

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the therapeutic
issues in the following :

Patients on monother apy medication (Table 86)

Patients on polytherapy medication (Table 87)

Patients on monotherapy with Sodium Valproate (Depakine) ; High
dose (Table 90).

Patients on monotherapy with Tegretol ; Whether with low (Table 92),
high dose (Table 93) or both (Table 91).

Patients on polytherapy with Sodium Valproate (Depakine) and

Tegretol : Whether with low (Table 95], high dose (Table
96) or both (Table 94).
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Patients on polytherapy with Epanutin and Tegretol Tabic 7.

Patients on polytherapy with Epanutin and Sodium Valproate
(Depakine) Tabie 98,.

Patients on polytherapy with Sodium Valproate (Depakine),
Rivotril and Tegretol (Table 39).

Patients on polytherapy with Epanutin, Rivotril and Sodium
Valproate (Depakine) (Table 100).

Patients on polytherapy with high dose (Table 101).

Patients on polytherapy with average dose (Table | 02).

Compliance
Compliant Patients (Total) (Table 103).

Compliant Patients on Polytherapy (Table 105)

Non-Compliance
Non-Compliant Patients (Total) (Table 106)
Non-Compliant Patients on Monotherapy (Table 107)
Controlled Seizure
Patients with controlled seizures on monotherapy (Table 110).

Patients with controlled seizures on polytherapy (Table 111).

Whithout controlled seizure

Patients without controlled seizures on monotherapy (Table 113).

Side Effects
Patients with side effects (Table 115).
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Significant :
There is significant difference between GME and TLE in the

following :

TLE > GME

Patients with controlled seizures (Total) (Table 109).

GME > TLE
Patients on monotherapy with Sodium Valproate (Depakine) :
Whether with low (Table 89) or both (low and high dose).
(Table 88)
Compliant Patients on Monotherapy (Table 104)
Non-Compliant Patients on Polytherapy (Tabie 108)
Patients without controlled seizures (Total) (Table 112

Patients without controlled seizures on polytherapy (Table [14)
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4) Electroencephalogram (EEG)
(The relation between Electroencephalogram
variables and performance on different psychometric

tests).

a)Psychometry.
i- Cogniitive funchtions
- Coding test
- Digit span test '
- Similarities
- Cancellation letters test (Time!
- Cancellation letters test (Errors)

- Maching familiar figure test-Total and Mean time MFFT)

Maching familiar figure test-Total errors (MFFT)

ii- Assessement of mood.
- The Children anxiety scale (CAS).

- The children depression inventory (CDI).

iii- Assessement of personality.
- Psychoticism
- Neuroticlsm
- Extraversion
- Introversion

- Lie scale



Il

IEMPORAL & LEFT TEMPORAL & SECONDARY GENERALISED
NO CODING | DIGIT SPAN SIMILARITIES CANCELLATION LETTERS ANXIETY| Psycholicism Neuroljcism § Exteroversion Interoversion| Lie scale Depression MFFT
. . .y - TIME ERROR 'Ys Ead . . " e . TIME ERROR
_LEFT TEMP. 35 10 13 0 4 6 20 1 6 1 22 16 7 0 9
Tem. 2nry GENER.| 8 4 2 0 1 1 5 2 1 0 6 5 5 0 0
P<0.05 NS NS —_ NS NS NS S NS NS NS NS 100476 | NS NS
his Table Shows, .

gnificant {P<0.05): Depres

en St 5355 OTven PG socn s e sones (1AUELE) LEFT TEMPORAL FERSOS LEFT

fiSHER ExacT TEsTs. TEMPORAL WITE  SECONDARY
‘ CHI-SQUARE TESTS. FEMEEALISEH

3. TEMPORAL & BI-TEMPORAL & SECONDARY GENERALISED

NO CODING | DIGIT SPAN]| SIMILARITIES CANCELLATION LETTERS| ANXIETY Psychoticism} Neurolicism | Exteroversion| Interoversion tie scale | Depression MFFT
o * TIME ERROR v d . bl i o . TIME | ERROR
" BI- TEMP. 14 8 4 0 0 2 ] 5 ] 1 6 6 3 1 1
18 20y GENER | 8 4 2 0 1 1 5 2 1 0 6 5 5 0 0
__P<0.05 NS NS = NS NS NS
Is Table Shows, . *

nicant (P<0.5): NONE. (Tablg II7) BI-TEMPORAL VERSUS BI-TEMPORAL
) Non-Significant (P>0.05) : ALL. PSYCHOLOGICAL & COGNITIVE SCALES. Wlfllﬂﬂﬂﬂ”ﬂAﬂYﬁﬂ”EﬂAL[Sﬁﬂ

ENERALISED & NONE

NO CODING | DIRIT SPAN SIMILARITIES JCANCELLATION LETTERS ANXIETY | Psycholicism] Hauroticisin Exteroversionf Inleroversion| Lie scale Depression MEFT
™ . . TIME ERROR * . . . . . *¢ | TiME | ERKOR
ENERALISED 114 48 22 4 22 25 58 27 19 3 49 60 37 1 9
NONE 4 2 2 0 0 1 1 0 1 0 3 2 3 0 1
_P<0.05 NS N S NS NS NS NS NS NS. NS NS NS | NS Jooowss| NS
s Table Shows, . N

e R e (Table 118 CENERALISED VERSUS NONE

0ge



CORRELATION BETWEEN DIFFERENT PSYCHOLOGICAL & COGNITIVE SCALES

THROUGH DIFFERENCES

to
[€%]

GENERALISED & RIGHT TEMPORAL
NO CODING | DIGIT SPAN] SIMILARITIES CANCELLATION LETTERS| ANXIETY Psychoticism] Neurotictzm | Exteroversion | Interoversion Lie scale | Depression MFFT
v . . TIME ERROR . o ! . s . . TME | ERROR
GENERALISED 114 48 22 4 22 25 58 27 19 3 49 60 37 1 9
RIGHT TEMP. 57 32 8 0 10 14 31 14 8 2 29 30 14 3 5
P<0.05 NS NS NS NS NS NS NS
me— »
T mmmmm/zsmmm EWiLLL
Significant (P<0.05): NONE., - -
NS) Non-Si nificant {P>0.05) :AL S OLOGICAL & COGNITIV SCALES.
e ! : ) - FsvenoL SCALES IES:{_S USED FISHER EXACT TESTS.
.o CHI-SQUARE TESTS.
GENERALISED & LEFT TEMPORAL
NO CODING | DIGIT SPAN SIMILARITIES |CANCELLATION LETTERS] ANXIETY Psychoticism] Neurolicism Exteroversion] interoversion| Lie scale | Depression MFFT
" o' . TIME ERROR . o .. N . o . TME | ERROR

__GEnERAUSED | 11843 22 3 22 25 58 27 19 3 49 60 37 1 ]

LEFT TEMP. 35 10 13 0 4 6 20 11 6 1 22 16 7 0 9
—__P<0.05 NS | voma NS NS NS NS, T q “0.0398 0.0113
I'his Table Shows,
ignificant (P<0.05): DIGIT 5

05,";1:"':;zv:;z:z:.c“::F;‘zz';z?::czﬁzzAzzz>GME ( W’W WWW PERSUSLEFY ’FMWM

S ENERALISED & BI.TEMPORAL

FISHER EXACT TESTS.
e CHI-SQUARE TESTS.
NO CODING | DIGIT span SIMILARITIES CAHCELLATION LETTERS ANXIETY | Psycholictsm| Neuroticism [ Exteroversion Interoversion] Lie scale Depression MFFT
_ ' o . TIME ERROR . X [ . (2] e LA TIME ERROR
_GEHERALISED 114 48 22 4 22 25 58 27 19 3 49 60 37 1 9
Bl- TEMP. 14 8 4 0 0 2 9 5 4 1 6 6 3 1 1

__P<0.05 NS NS NS NS NS NS NS NS NS | NS
is Table Shows, . .
gnificant {P<0.05): NONE,

S) Non-Signifticant (P>0.05) :ALL PSYCHOLOGICAL & COGNITIVE SCALES.

(Tablg 21) GENERALISED PERSYS BI- -TEMPOR AL

- JESTS USED

FISHER EXACT TESTS.
TESTS.

CHI-SQUARE




— ~GENERALISED & SECONDARY GENERALISED
NO COQING DIGIT SPAN SIMILARITIES CANCELLATION LETTERS| ANXIETY Psychoticism Neurolicism | Exteroversion Interoversion| Lle scale Depression MFFT
. . . TIME ERROR | ,, . . * " By ] T™E | ERROR
__GENERALISED 114 48 22 4 22 25 58 27 19 3 49 60 37 1 9
2nry GENER. 28 12 8 0 5 4 17 8 8 ] 12 16 12 0 1
. P<0.05 NS NS NS 0.0104 NS NS NS NS NS | o242 N8 | va1sa | NS [ooom
'his Table Shows, - ' . .
ignificant (b 08y Nowe. (Table 122) CENERALISED VERSUS SECoNpAy CENERALISED
NS) Non-Significant (P>0.05) :ALL PSYcHoLaaicAL & COGNITIVE scALEsS, TESTS USED : R A\
¢ FISHER EXACT TEsTs.
RIGHT TEMPORAL&LEFT TEMPORAL " CHI-SQUARE TESTS.
NO CODING | DIGIT SPAN SIMILARITIES CANCELLATION LETTERS| ANXIETY Psychoticism Neuroticism | Exteroversion Interoversion| Lie scale Depression MFFT
. o TIME ERROR i e . . L . i TME | ErRrOR
RIGHT TEMP. 57 32 6 0 10 14 31 14 8 2 20 30 14 3 5
__LEFT TEMP, 35 10 13 0 4 6 20 1 8 1 22 18 7 0 9
P<0.05 _0.000056: | . 0,0022 ] NS NS NS NS NS NS NS NS NS NS [ 00287
‘his Table Shows, . ' . - " .
'gnificant (P<0.05): coping, RL.TLE> LLTLE DIGIT SPAN & MFFT (ERROR) TEST. &. e > Xt e
IS) Non-Significant (P>0.05): OTHER PSYCHOLOGICAL & COGNITIVE SCALES. ES”S [Ffr IZ‘IMP”EAZ
UGHT TEMPORAL & BI-TEMPORAL
NO CODING | DIGIT SPAN SIMILARITIES CANCELLATION LETTERS ANXIETY ] Psychoticism Neuroticism | Exteroversion Interoversion| Lie scate Depression MFFT
. . TIME ERROR e . b . . i . TIME | ERROR
RIGHT TEMP 57 32 6 0 10 14 31 14 8 2 20 30 14 3 5
Bl TEMP 14 8 4 0 0 2 9 5 4 1 8 (] 3 1 1
P<0.05 NS NS — NS NS NS NS NS NS NS NS NS NS NS
' (Tablo 39)RIEY TEMPORAL VERSUS BI-1iM POl
gnificant (P<0.05): NONE.
5) Non-Significant (P>0.05) : ALL PSYCHOLOGICAL & COGNITIVE SCALES.

TESTS USED:
. FISHER EXACT TESTS.
CHI-SQUARE TESTS.
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4) Electroencephalogram (EEG) (detailed)

(The relation between Electroencephalogram

variables and performance on different psychometric

tests).
a)Psychometry.
i- Cognitive funchtions

Coding test

Non-Significant :

No Signifcant difference found in dilferent psychological’ &
congnitive scales between GME and TLE concerning the EEG in the
following :

* Generalised versus right temporal (Table 119)

* Generalised versus left temporal(Table 120)

* Generalised versus bi-temporal (Tatle 121)

* Generalised versus secondary generalised (Table 122)

* Right temporal versus bi-temporal (Table 124)

* Left temporal versus bi-temporal (Table 125)

* Right temporal versus Right temporal with secondary
generalisation (Table 126)

* Left Temporal versus left temporal with secondary

generalisation (Table 116].
* Bi-Temporal versus bi-temporal with secondary generalisation

(Table 117).

* Generalised versus none (Table 118).

Significant :
There is significant difference between * Right temporal versus left

temporal (Rt> Lt. temporal) (Table 123).



Digit span test

Non-Significant :

No Signifcant dilference found in dilferent psvchological &
congnitive scales between GME and TLE concerming the EEG in the
following :

* Generalised versus right temporal (Tabie 119)

* Generalised versus bi-temporal (Table 12])

* Generalised versus secondary generalised (Table 122)

* Right temporal versus bi-temporal (Table ]24)

* Left temporal versus bi-temporal (Table ]25) '

* Right temporal versus Right temporal with secondary

generalisation (Table 126)

* Left Temporal versus left temporal with secondary
generalisation (Table 116).

* Bi-Temporal versus bi-temporal with secondary generalisation
(Table 117).

* Generalised versus none (Table 118)

Significant :

There is significant difference between Generalised versus left
temporal (Lt. temporal> Generalized) (Table 120) a.nd.right temporal
versus left temporal (Lt. < Rt. temporal) (Table 123).

Similarities

Non-Significant :

No Signifcant difference found in different psyvchological &



congnitive scales between GME and TLE concerning the ZZG in the
following :

* Generalised versus right temporal [Tabie 119)

* Generalised versus left temporal (Table 120)

* Generalised versus bi-temporal (Table 121)

* Right temporal versus left temporal (Table 123)

* Right temporal versus bi-temporal (Tabie 124)

* Left temporal versus bi-temporal (Table 125)

* Right temporal versus Right temporal with secondary
generalisation (Table 126] ,
* Left Temporal versus left temporal with secondary

generalisation (Table 116).
* Bi-Temporal versus bi-temporal with secondary generalisation
(Table 117).

* Generalised versus none (Table 118)

Significant :
There is significant difference between Generalised versus

Secondary generalised (Gen. > 2ry. Gen.) (Table 122)

Cancellation letters test (Time)

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between-GME and TLE concerning the EEG in the
following :

* Generalised versus right temporal (Table 119)
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* Generalised versus left temporal (Tabie 120

1y

* Generalised versus bi-temporal [Tabie [2!)
* Generalised versus secondary generalised Tabie (27
* Right temporal versus left temporal (Table 123)

* Right temporal versus bi-temporal (Table 124)

* Left temporal versus bi-temporal (Table 125)

* Left Temporal versus left temporal with secondary
generalisation (Table 116).

* Bi-Temporal versus bi-temporal with secondary generalisation
(Table 117).

* Generalised versus none (Table 118)

Significant :
There is significant difference between right temporal versus Right

temporal with secondary generalisation (Rt. temporal > 2rv. Gen.)

(Table 126}

Cancellation letters test (Errors)

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the EEG in the
following :

* Generalised versus right temporal (Table 1 19

* Generalised versus left temporal (Table 120)

* Generalised versus bi-temporal (Table 12] )

* Generalised versus secondary generalised (Table 122)

* Right temporal versus left temporal (Table 123)
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* Right temporal versus bi-temporal Tabie 24/

* Left temporal versus bi-temporal (Table 123

« Left Temporal versus left temporal with secondary
generalisation (Table 116].

* Bi-Temporal versus bi-temporal with secondary generalisation
(Table 117).

* Generalised versus none (Table 118)

Significant :
There is significant difference between right temporal versus Right

temporal with secondary generalisation (Rt. temporal > 2rv. Gen.)

(Table 126]

Matching familiar figure test-Total
and Mean time (MFFT)

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the EEG in the
following :

* Generalised versus right temporal (Table 119)
* Generalised versus left temporal (Table 120)

* Generalised versus bi-temporal (Table 121)
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* Generalised versus secondary generalised .Tabie ..

* Right temporal versus left temporal (Tabie [23)

* Right temporal versus bi-temporal Tabie 124

* Left temporal versus bi-temporal (Table 125)

* Right temporal versus Right temporal with secondary
generalisation (Table 126)

* Left Temporal versus left temporal with secondary

generalisation (Table 116).
* Bi-Temporal versus bi-temporal with secondary generalisation

(Table 117). ,

Significant :
There is significant difference between Generalised versus non

(Gen. > None) (Table 118)

Matching familiar figure test-Total
Errors (MFFT)

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the EEG in the
following :

* Generalised versus right temporal (Table 119)
* Generalised versus bi-temporal (Table 121)

* Right temporal versus bi-temporal (Table 124)

239



* Left temporal versus bi-temporal Tabie [23)
* Right temporal versus Right temporal with secondary
generalisation (Table 126)
* Left Temporal versus left temporal with secondary
generalisation (Table 116]}.
* Bi-Temporal versus bi-temporal with secondary generalisation
(Table 117).

* Generalised versus none (Table 118)

Non-Significant :
There is significant ditfference between Generalised versus left
temporal (Lt. temporal > Gen.) (Table 120),. Right temporal versus left

temporal (Lt. > Rt. temporal) (Table 123) and Generalised versus

secondary generalised (Gen. > 2ry. Gen.) (Table 122).

ii- Assessement of mood.

The Children anxiety scale (CAS).

Non-Significant :
No Signifcant difference found in different psychological &

congnitive scales between GME and TLE concerning the EEG in the

following :

* Generalised versus right temporal (Table 119)
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* Generalised versus left temporal Tabie [20)

* Generalised versus bi-temporal [Tabie 12])

“ Generalised versus secondary generalised Tabie [22)

* Right temporal versus left temporal (Table 123)

* Right temporal versus bi-temporal (Tabie 124)

* Left temporal versus bi-temporal (Table ]25)

* Right temporal versus Right temporal with secondary

generalisation (Table 126)

*Left Temporal versus left temporal with secondary
generalisation (Table 116). :

* Bi-Temporal versus bi-temporal with secondary generalisation
(Table 117).

* Generalised versus none (Table 118)

The children depression
inventory (CDI).

Non-Significant :
No Signifcant difference found in different psychological &

congnitive scales between GME and TLE concerning the EEG in the

following :
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* Generalised versus right temporal (Table [i8)

* Generualised versus left temporal (Table [20)

“ Generalised versus bi-temporal (Table [21j

* Generalised versus secondary generalised (Table 122!

* Right temporal versus left temporal (Table 123)

* Right temporal versus bi-temporal (Table 124)

* Left temporal versus bi-temporal (Table 125)

* Right temporal versus Right temporal with secondary
generalisation (Table 126)

* Bi-Temporal versus bi-temporal with secondary generalisation

(Table 117).

* Generalised versus none (Table 118)

Significant :
There is significant difference between left Temporal versus left

temporal with secondary generalisation ( Lt. temporal with 2ry. Gen >
Lt. temporal) (Table 116).

iii- Assessement of personality.

Psychoticism

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the EEG in the
following :

* Generalised versus right temporal (Table 119)

* Generalised versus left temporal (Table 120)

242



* Generalised versus bi-temporal Tabie (2!

* Generalised versus secondary generalised Tabie 20!

* Right temporal versus left temporal Table (25

* Right temporal versus bi-temporal (Tabie 124

* Left temporal versus bi-temporal (Table 125)

* Right temporal versus Right temporal with secondary

generalisation (Table 126)

* Left Temporal versus left temporal with secondary
generalisation (Table 116).

* Bi-Temporal versus bi-temporai with secondary generalisation
(Table 117].

* Generalised versus none (Table | 18)

Neuroticism

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the EEG in the
following :

* Generalised versus right temporal (Table 119)

* Generalised versus left temporal (Table 120)

* Generalised versus bi-temporal (Table 121)

* Generalised versus secondary generalised (Table 122)
* Right temporal versus left temporal (Table 123)

* Right temporal versus bi-temporal (Table 124)

* Left temporal versus bi-temporal (Table 125)
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“ Right temporal versus Right temporal with secondary

generalisation (Table ]26)

* Left Temporal versus left temporal with secondary
generalisation (Table | ]6).

* Bi-Temporal versus bi-temporal with secondary generalisation
(Table 117).

* Generalised versus none (Table 118)

Introversion

Non-Significant :

No Signifcant difference found in different psvchological &
congnitive scales between GME and TLE concerning the EEG in the
following :

* Generalised versus right temporal (Table ] 19)

* Generalised versus bi-temporal (Table ]2] )

* Right temporal versus left temporal (Table 123)

* Right temporal versus bi-temporal (Table 124)

* Left temporal versus bi-temporal (Table 125)

* Left Temporal versus left temporal with secondary
generalisation (Table ] 16)

* Bi-Temporal versus bi-temporal with secondary generalisation
(Table 117).

* Generalised versus none (Table 118)

Significant :

There is significant difference between Generalised versus left
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temporal (Lt. temporal > Gen.j (Table 120). nght temporai versus Right
temporal with secondarv generalisation (Rt. temperal > Rt. with 2.

Gen.) (Table 126) and generalised versus secondary dgeneralised (Gen. >

2ry. Gen.) (Table 122).
Lie scale

Non-Significant :

No Signifcant difference found in different psychological &
congnitive scales between GME and TLE concerning the £EEG in Lh'e
following :

* Generalised versus right temporal (Tabie 119)

* Generalised versus left temporal (Table 120)

* Generalised versus bi-temporal (Table 12])

* Generalised versus secondary generalised (Table 122)

* Right temporal versus left temporal (Table 123)

* Right temporal versus bi-temporal (Table 124)

* Left temporal versus bi-temporal (Tabie 125)

* Right temporal versus Right temporal with secondary

generalisation (Table ]26)

* Left Temporal versus left temporal with secondary
generalisation (Table 116).

* Bi-Temporal versus bi-temporal with secondary generalisation
(Table 117).

* Generalised versus none (Table 118)
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Fig. (6):Comparison between patients with podroma in
both GME & TLE groups
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Fig. (7):Comparison between patients with podroma in
both GME & TLE groups
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Fig. (9):Comparison between patients with autonomic
manfestation of AURA to patients without AURA
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Fig. (10):Comparison between GME & TLE patients
with post ictal changes
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Fig. (13):Comparison between GME & TLE concerning
systemic causes
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Fig. (15):Comprison between GME, TLE patients &
control groups among history of organic disorders
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Fig. (16):Comparison between GME, TLE & control
groups concerning the neuretic traits
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Fig. (17):Comprison between GME, TLE & control groups
concerning Soduim Valproate (Depakine) side effects
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Fig. (18):Comprison between GME, TLE & control groups
concerning (Carbamazepine) Tegretol side effects
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Fig. (19):Comprison between GME, TLE & control
groups concerning Hydantoin (Epanutin) side effects
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Fig. (20):Comprison between GME, TLE & control
groups concerning Colonazepame (Rivotril) side effects
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Fig. (21):Comparison between GME, TLE patients among the whole study
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Fig. (22):Comparison between GME, TLE patients among the whole study
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Fig. (23):Comparison between GME, TLE p

atients among the whole study
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Fig. (24):Comparison between GM 15, TLLE patients among (he whole study
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Discussion

It is apparent to the clinician that children with epilepsy

do not form a homogeneous group. But differ along a number of

dimension namely aetiology seizure variables (type,

Jrequency, age of onset and duration of the seizure disorder):
EEG activity ;

Thus

antiepileptic medication » Sex and environment.
, 1t is important to raise the question as to the nature of
scholastic performance . this may also help in understanding
first, the discrepant findings with respect to intellectual ability;
and secondly , the poor scholastic performance of children who

are of at least average intellectual ability.(christine. ] 988,).

PSYCHOLOGICAL TESTS: -

i- Assessement of cognition:

1-Coding:
In our study there were significant difference

between GME, TLE patients & control group in sustained

attention, persistency, pyschomotor speed, visuomotor
coordination and Learning ability.

There was significant increase in control group
more than GME and TLE patients.
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This means that control group is better than both
GME & TLE in sustained attention persistency,
psychomotor speed, visuomotor coordination, &
Learning ability.

Which means that epilepsy with its two varieties
(GME & TLE) has a great role in decreasing sustained
attention persistency psychomotor speed visuomotor
coordination and learning ability.

The finding of this study contradict with results
represented by christine, 1988 as regards contradictory results
this part needs further study. Children with grand mal
seizures, psychomotor or partial seizures have also been found
to be unimpaired on tests of intellectual ability.

In a direct comparision of different siezure types, found
that children with partial seizures obtained between scores on

some Wechsler subtests than did those with generalized.

2-Digit span

In our study there were no significant difference
between GME, TLE patients and control group in either
or all of immediate memory, auditory attention, short
memory and internal visual scanning.

This means that control group is not better than
both epileptic groups (GME & TLE) in either or all of
immediate .memory auditory attention, short memory &

internal visual scanning.
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Which means that epilepsy with its two varieties
(GME & TLE) have no role in immediate memory,
auditory attention, short memory & internal visual
scanning.

This contradict with results reported by Ogunrin and his
colleagues, 1995 as regards the significant impairments in
memory tasks and attention were poted, with worsening
observed after anticonuulsant therapy. Factors such as type of
epiepsy, frequency of and age at onset of seizures adversely
affected the cognitive function of the patients. In addition,
results of the Epilepsy were standardized with the common

psychometric test, i.e. Wechsler Adult Intelligence Scale.

3) similarities:

In our study there were significant difference
between GME, TLE patients and control group in
conceptualization, concrete thinking, and general
mental ability.

There was an increase in control group more than
GME and TLE patients.

There was also an increase in TLE patients more
than GME patients.

This means that control group is better than both
GME & TLE in conceptualization, concrete thinking and
general mental ability TLE patients is better than GME
patients.
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Which means that Epilepsy specially GME has a
great role in conceptualization, concrete thinking and
general mental ability.

This goes with results reported by Blennow and his
colleagues, 1990 as regards the cognitive function is frequently
impaired in children with epilepsy, compared with age-
matched controls. It can be hard to evaluate the significance of
various contributory factors. The effects of antiepileptic drugs
may be studied in children who have outgrown their epilepsy

but are still being treated

4) Cancellation letters test (Time & Errors)

In our study there were significant difference
between GME, TLE patients and control group in
attention and response rate.

There was significant increase in control group
more than GME & TLE patients.

There was no significant difference between GME &
TLE patients but (GME>TLE) patients.

This means that control group is better than both GME
& TLE in attention & response rate.

Which means that epilepsy with its two varieties
(GME & TLE) has a great role in attention & response
rate.

This goes with results reported by Aldenkamp and his

colleagues, 1997 as regards the slowing is the most dominant
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cognitive impairment Jor the children with epilepsy. This may

dislose the Specific influence of epilepsy on learning.

S) Matching SJamiliar Sfigure test-Total errors and
total and Mean time (MFFT):

between GME, TLE Ppatients and control group (normai
Population) in impulsivity, attention & response rate.

There was significant increase in GME patients
more than control group (normal Population).

There was significant increase in TLE patients
more than control group (normal Population).

There was no significant difference between GME
and TLE patients .

epileptoid state: the patient may experience an qurq Ppost-ictal
like changes in the sensorium, including bpartial or Spotty
amnesia; or hypersensitivity to photic, aural, or auditory
stimuli. Persons with the disorder have q high incidence of

hyperactivity, soft neurological signs, non Specific




Intermittent explosive disorder is found in persons who
have discrete episodes of losing control of aggressive impulses,
resulting in serious assault or the destruction of property.

The degree of aggressiveness expressed is grossly out of
proportion to any stressors that may have helped elicit the
episodes. The symptoms, with the patient may describe as
spells or attacks, appear within minutes of hours and,
regardless of duration, remit spontaneously and quickly. Each
episode is usually followed by genuine regret of self -reproach.
Signs of generalized impulsivity or aggressiveness are absent
between episodes. The diagnosis of intermittent explosive
disorder should not be made if the loss of control cam be
accounted for by schizophrenia, antisocial or border-line
personality disorder, attention - deficit / hyperactivity disorder,
or substance intoxication.

Six categories of impulse - control disorders not elsewhere
classified are listed in the fourth edition of Diagnostic and
statistical Manual of Mental Disorders (DSM-IV): intermittent
explosive disorder, ... etc.

Patient with disorders of impulse control show the
following features: (1) The fail to resist an impulse, drive, or
temptation to perform some action that is harmful to
themselves or others. They may or may not consciously resist
the impulse and may not plan the act. (2) Before committing the
act, they feel an increasing sense of tension or arousal (3)

while committing the act, they feel pleasure, gratification, or
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release. The act is ego, syntonic in that it is constant after the
act, the patients may or may not feel genuine regret, self-

reproach, or guilt .

ii- Assessement of mood :

1- The children anxiety scale (CAS).

In our study there was no significant difference
between GME, TLE patients and control group (normal
population) in increasing anxiety.

GME, TLE group of patients increase anxiety
~ significantly more than control group (normal
population).

This goes with results reported by Mary 1988, as regards
the Mode disorders occur frequently in people with epilepsy,
but this applies predominantly to anxiety, depressive
symptomatology and depressive illness .

This goes also with results reported by John and his
colleagues, 1997 as regards the Anxiety and depression are
the most common psychiatric conditions associated with
epilepsy. Understanding the development & maintenance of
these symptoms requires investigate of interrelations between
biological and psychological factors.

And also with results reported by Collinge, and his
colleagues, 1997 as regards the Fits increasingly experienced

episodes diagnosed as panic attacks.
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This goes also with results reported by Uhlmann and his
colleagues, 1997 as ‘regards the most epileptic patients are
able to control physiological parameters by intensive training
and, as a result, improve clinically. Nevertheless, behavior
therapy seems to have some influence on the amount of

seizure reduction.

2- The children depression inventory (CDI) :

In our study there was a significant difference
between GME, TLE patients and control group (normal
population) in increasing depression.

There was no significant difference between each
group and other but there is increase in GME > TLE ’
GME > control group and TLE > control group .

This goes with results reported by Mary 1988, as regards
the question as to whether those patients with temporal lobe
epilepsy complex partial seizures are more prone to depression
is largely unanswered. Brown and his team found that those
with temporal lobe epilepsy complained of more irritability and
impaired concentration and were rated as more depressed and
"showed up", disagreeing with Trimble and Perez who found
no relationship between type of epilepsy and depression.

Personality Inventory and left sided foci patients scored
significantly higher than right-sided subjects on the trait

depression and emotionality combined.
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Camfield and his team assessed 27 -children with
lateralized temporal lobe epilepsy (14 =right, 13 = left), with
parents completing a personality inventory for children: no
rnight - left differences were found no depression or anxiety
Scores, Brandt and his team tested the laterality hypothesis,
and failed to support the nation that sadness mood were
associated with right temporal lobe disturbance.

This goes also with results reported by Katharine and his
colleagues, 1995 as regards the This includes the ability of the
physician to develop confidence in the patient's ability and for
the patient to become partly responsible for supporting the
Physician's anxiety and utilizing the physician's knowledge as
medication is withdrawn. It is a potentially refreshing, if
occasionally difficult, experience!

Moreover, the phenomenology of the depression does not,
on the whole, seem linked with epilepsy wvariables.
Anticonvulsants can however affect the mental state, and the
longer the duration of epilepsy the more severe the depression.
The majority of studies implicated the left hemisphere with
hints that temporal lobe/ complex partial seizure patients are
more vulnerable.

And also with results reported by Muscas and his
colleagues, 1997 as regards the At this moment batients
treated with GBP improved better than control in 2
neuropsychologicl tasks. No adverse effect on mood was

observed in both the groups.
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This goes also with results reported by Siffels and his
colleagues, 1997 as regards tne in psychological research of
depression much attention has been given to cognition as
aetiologic and mediating factors.

And also with results reported by Mares 1997, as
regards the postictal depression is a complex phenomenon
generated by more than one inhibitory system.

And also with results reported by Boglium, and his
colleagues, 1997 as regards that of a series of psychiatric
symptoms and reactions, only depression seems to
predominate in idiopathic and cryptogenic epilepsy and can be
attributed to epilepsy per se.

This goes with results reported by Lim and his
colleagues, 1986 as regards the prolonged depressive mood
swing have been recorded during status epilepticus.

And also with results reported by Mary 1988 as regards
the Phenobarbital has been implicated in the emergence of both
depressive symptomatology and suicide, and a similar
associated has been shown with Vigabatrin.

And also with results reported by John and his
colleagues, 1995 as regards the Anxiety and depression are
the most common psychiatric conditions associated with
epilepsy. Understanding the development & maintenance of
these symptoms requires investigate of interrelations between

biological and psychological factors
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And also with results reported by Monace and his
colleagues, 1995 as regards the Depressive mood disorders
are often associated with epilepsy, and the Severity of
depression may seriously influence the prognosis of the
disease, thus increasing the risk of suicide. Therefore, anti-
epileptic drugs (AEDs) combined with anti-depressants (AD)
are often routinely administered clinically. Determination of
plasma levels of some of these drugs has allowed evaluation of
the kinetic modifications in the course of such combined
therapies, with doses adjusted in case of sub-therapeutic or
toxic levels.

And also with results reported by Evan and his
colleagues, 1988 as regards that no studies have directly
addressed the question as to whether depression occurs more
Jrequently in people  with epilepsy compared to other
conditions, but conclusions may be drawn indirectly from the
results of investigations using standardizes rating scales.
Uncoordinated behavior typical cases can be found despite

lack of characteristic EEG changes.

iii- Assessment of personality:

(Psychoticim, Neuroticism, Introversion & Lie

scale.)

1- Neuroticism:
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In our study there was significant difference
between GME, TLE patients and control group (normal
population) in neuroticism where GME > TLE and TLE >
control groups.

This goes with results reported by Fitzpatrick and his
colleagues, 1997 as regards that there is a considerable
literature examining the rates of personality disorder and
abnormal personality traits in patients with epilepsy. Most of
this research has relied on clinical interviews or the use of self-
rating questionnaires to generate personality disorder
diagnosis. These instruments have low levels of reliability and
have been superceded by structured and semi-structured

interviews.

2- Psychoticim:

In our study there was no significant difference
between GME, TLE patients and control group (normal
population) in psychoticism. But there are increase in
psychoticism in TLE > GME and GME > control groups.

This goes with results reported by Traynor and his
colleagues, 1997 as regards the Verbalization and vocalization
are common in complex partial epilepsy and that vocalization
has significant lateralising value to the non-dominant temporal
lobe.

3- Introversion:
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In our study there was no significant difference
between GME, TLE patients and control group (normal
population) in introversion. But there are increase in
introversion in TLE > control and control > GME groups.

This goes with results reported by Adbulghani and his
colleagues, 1997 as regards the Children with abnormal EEG
had significant deterioration of personality and behavior
adjustment. This was more apparent in patients with focal
EEG dysrythmia. Intellectual deterioration was not related to

EEG abnormalities.

4- Lie scale:

In our study there was no significant difference
between GME, TLE patients and control group (normal
population) in lie scale. But there are increase in lie
scale in GME > control and control > TLE groups.

This goes with results reported by Fitzpatrick, and his
colleagues, 1997 as regards that there is a considerable
literature examining the rates of personality disorder and

abnormal personality traits in patients with epilepsy.

This means that, there is significant difference
between GME, TLE and control group in increasing
neuroticism showing that, GME>TLE > control groups.

This goes with results reported by Acharya and his
colleagues, 1997 as regards the WMS-R is useful in predicting
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postoperative verbal memory changes following left temporal
lobectomy. ‘

This goes with results reported by Michael, 1988 as
regards the effects of anticonvulsants on cognitive function and
behaviour can be summarized in that Carbamazepine
phenytion and sod. valproat have minimal effect and

phenobarbiton and Clonazepam improve behaviour.

I) Psycho demographic profile:

N.B: N

i- Generally means the comparison between

GME, TLE and control groups
concerning the Psycho demographic
profile

ii- In details means the relation between

different  aspects of  Psycho
demographic profile and
performance on the different

psychometric tests

i- Generally
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Our study showed that the family size of GME
patients are significantly higher in number than that of
TLE patients.

It shows also that the family income in GME
patients was significantly higher than that of TLE
patients.

And showed also that GME patients whom wanted
during peri-natal period were significantly more than
that of TLE patients whom wanted during the same
period.

And showed that GME patients whom lived in small
number of rooms were more significantly than TLE
patients that live in small number of rooms.

In our study there were, no significant difference
between GME and TLE groups as regards gender, sib-
order, class, parental separation and patients with

educated parents.

ii- In details

1) Gender:

In our study there was significant decreases in
either or all of immediate memory, auditory attention,
short memory and internal visual scanning in male TLE

patients.
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This means that there is significant decrease in
either or all of immediate memory, auditory attention,
short memory and internal visual scanning in male TLE
patients. This is peside the role of TLE itself in

decreasing that.

The finding of this study goes with results reported by
Henriksen and his colleagues, 1990 as regards the secondary
psychological problems in epilepsy patients, combined with
side effects of antiepileptic drugs, may cause or heighten

learning problems.

There was also a significant increase in depression

in male GME patients.

This means that there is significant increase in
depression in male GME patients. This is beside the role

of GME itself in increase depression .

The finding of this study goes with results reported by
Mary and his colleagues, 1988 as regards the many studies
employing the Minnesota Personality Inventory (MMPI) have
indicated that depression scores are raised in people with
epilepsy, with special reference to those with psychomotor/

temporal lobe epilepsy.

There was also a significant increase in

psychoticism in male TLE patients.
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This means that there is significant increase in
psychoticism in male TLE patients. This is beside the
role of TLE itself in increasing psychoticism.

The finding of this study goes with results reported by
Christine and his colleagues, 1988 as regards the aggressive,
antisocial behaviour disorders have been associated with
boys, whereas neurotic disturbances are found more

Jrequently in girls.

In our study there was a significant increase in

Neuroticism in female GME patients.

This means that there is significant increase in
neuroticism in female GME patients. This is beside the

role of GME itself in increasing neuroticism.

Our finding goes also with the results reported by
Christine and his colleagues, 1988 as regards the aggressive,
antisocial behaviour disorders have been associated with
boys, whereas neurotic disturbances are found more

frequently in girls.

2) Family Size:
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In our study there were significant decreases in
attention and response rate in GME patients with big

Jamily size (more than 4 members).

This means that big family size have a great role in
decrease attention and response rate in GME patients.
This is beside the role of GME itself in decreasing

attention and response rate.

The finding of this study goes with results reported by Mary and his
colleagues, 1988 as regards the children with epilepsy have more
social problems and participate in fewer social activities than
their peers. Increased parental supervision and decreased
Sfamily leisure activities have been hypothesized to contribute of

these social problems.

There was significant increase in impulsivity in

TLE patients with big family size.

This means that big family size have a great role in
increase impulsivity in TLE patients. This is beside role
the of TLE itself in increasing impulsivity.

This finding goes with the results reported by Henriksen
and his colleagues, 1990 as regards the secondary
psychological problems in epilepsy patients, combined with
side effects of antiepileptic drugs, may cause or heighten

learning problems.
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There was also significant increase in depression in

GME patients with big Jamily size.

This means that big SJamily size have a great role in

decrease depression in TLE patients. This is beside role

the of TLE itself in decreasing depression.

The finding of this study goes with results reported by
Runge and his colleagues, 1997 as regards the benefit of
monitoring  anticonvulsant levels in epilepsy is still
controversial. When therapeutic drug monitoring (TDM) of
anticonvulsants was introduced, it appeared to optimise

anticonvulsant therapy.

There was also significant increase in introversion

trait in TLE patients with big family size.

This means that big Jamily size have a great role in
increase introversion in TLE patients. This is beside role
the of TLE itself in increasing introversion.

This goes with results reported by Mary 1988, as regards
the A number of variables have been suggested with regard to
the pathogenesis of the depression, and several predisposing
or provoking factors include genetic endowment, patients fears,
social stigmatization, adverse life events and past history of

depressive illness.
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This means that all changes occur only in big
family size whether in GME or TLE patients. Which
means that the big family size have a great role in
decrease attention and response rate, increase
impulsivity, increase depression and increase

introversion.

3) Sib-order:

In our study there was significant increase in

impulsivity in TLE patients with 1st two sib-order.

This means that the ordering of the 1st two
suborder have a great role in increase impulsivity in TLE
patients. This beside the role of TLE itself in increasing
impulsivity.

The finding of this study goes with results reported by
Graaf and his colleagues, 1997 as regards the besides
determining the general prevalence of psycholpathology in a
population of patients with seizures we will present outcome
regarding the relationship between pseudoseizures and DSM-
Axis-Idisorders, and between epilepsy and personlity
disorders (DSM-Axis-II).
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There was also a significant increase in depression

in sib-order (more than two) GME patients with.

This means that the ordering of suborder more than
two have a great role in increase depression in GME
patients. This is beside the role of GME itself in

increasing depression.

The finding of this study goes with results reported by
Mary and his colleagues, 1988 as regards the many studies
employing the Minnesota Personality Inventory (MMPI) have
indicated that depression scores are raised in people with
epilepsy, with special reference to those with psychomotor/

temporal lobe epilepsy.

There was also a significant increase in

psychoticism in first sib-order GME patients.

This means that the ordering of the 1t two
suborder have a great role in increase psychoticism in
TLE patients. This beside the role of TLE itself in

increasing psychoticism.

These goes with results reported by Schmitz and his
colleagues, 1995 as regards the both major depression and
Schizophrenia like psychosis were related to temporal lobe
epilepsy. In addition,  schizophrenic patients  were
characterized by numerous biological and social variables,

which might be of etiological relevance. Depressive patients
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were characterized by older age, which might reflect the higher

incidence of major depression in the elderly.

There was also a significant increase in depression

in GME patients without high family income.

This means that high family income do not
contribute in increasing depression in GME patients and
that depression in GME patients is concerned only to the

disease.

This goes with results reported by Magaudda, and his
colleagues, 1997 as regards the There is a high frequency of
depression amongst epileptic patients (29% of our cases) and
the type of depression was dysthymic in most cases,
appearing as a state of "demoralization” secondary to a chronic

invalidating illness.

This goes also with results reported by Betts 1982, as
regards that characteristically, the alteration of mood lasts
longer than an aura or postictal automatism, and it can have
dangerous consequences, as evidenced by Betts (1982) who
reported a patient who cut his throat during an ictal depressive

state.

4) Rooms:
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In our study there were significant decreases in
sustained attention, persistency, psychomotor speed,
visuomotor coordination and learning ability in GME

patients who live in up to two rooms.

This means that housing less than 3 rooms has a
great role in decrease sustained attention, persistency,
psychomotor speed, visuomotor coordination and
learning ability in GME patients. This beside the role of
GME itself in decreasing that.

The finding of this study goes with results reported by
Long and his colleagues, 1997 as regards the IQ deterioration
might not be linked causaly to epilepsy, but to the psychosocial

consequences of the disease .

There were also significant increases in attention
and response rate in GME patients who live in low rooms

number (up to two rooms).

This means that GME patients who live in low
rooms number (up to two rooms) has a great rolein
decreasing attention and response rate. This is beside
the role of GME itself in decrease that.

The finding of this study goes with results reported by
Mary and his colleagues, 1988 as regards the many studies

employing the Minnesota Personality Inventory (MMPI) have
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indicated that depression scores are raised in people with
epilepsy, with special reference to those with psychomotor/

temporal lobe epilepsy.

5) Wanted child:

In our study there was significant increase in
depression in GME patients whom were wanted child

during pregnancy.

This means that wanted child during pregnancy
has a great role in increase depression in GME patients.
This is beside the role of GME itself in increasing

depression.

The finding of this study goes with results reported by
Mary and his colleagues, 1988 as regards ie depression is more
common is people with epilepsy (PWE) as compared with
control groups. Depression is associated with psychosocial
complications of epilepsy (increased life events, poor
adjustment to seizures, financial stress), but is not, by and
large, correlated with epilepsy variables such as age of onset
of epilepsy or seizure type or frequency. Antiepileptic drugs
(AEDs) on the other hand have a marked effect on mood.



There was also significant increase in psychoticism
in TLE patients whom were not wanted child during

pregnancy.

This means that wanted child during pregnancy
has a great role in increase psycholicism in TLE
patients. This is beside the role of TLE itself in

‘increasing psychoticism.

This goes with results reported by Levav and his
colleagues, 1997 as regards that greater complexity of familial
aggregation of traits associated with seizure disorders than

was evident from our preliminary results.

6) Residence : (Whether Rural or Urban)

In our study there was significant increase in

impulsivity in TLE patients in rural residence.

These finding means that rural residence has a
great role in increasing impulsivity in TLE patients. This
is beside the role of TLE itself in increasing impulsivity.

This goes with the results reported by Henriksen and his
colleagues, 1990 as regards the secondary psychological
problems in epilepsy patients, combined with side effects of

antiepileptic drugs, may cause or heighten learning problems.
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4) Parental Separation: (Whether present or not)

In our study there was significant increase in

depression in GME patients with parental separation.

This mean that parental separation has a great
role in increase depression. This is beside the role of
GME itself in increasing depression

The finding of this study goes with results reported by
Jolanta and his colleagues, 1988 as regards the reports of a
marked deterioration of IQ in over 15% of residential school

patients.

8) Family Income: (Whether high or low)
a) High family income:

In our study there was significant increase in

depression in GME patients with high Jamily income.

This means that patients with high SJamily income
has a great role in increase depression in GME patients.
This beside the role of GME itself in increasing

depression.

This goes with results reported by Mary 1988 as regards
that with regards to depressive symptoms, several studies

using standardized rating scales have Sfound the depression
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scores to range from moderate to severe and to compare

favorably to studies on depressed patients without epilepsy.

9) Educated Parents:

In our study there were significant decreases in
sustained attention, persistency, psychomotor speed,
visuomotor coordination and learning ability in TLE

patients with non educated parents.

This finding means that non educated parents have
a role in decreasing sustained attention, persistency,
psychomotor speed, visuomotor coordination and
learning ability in TLE patients. This is beside the role
of TLE has itself in that.

The finding of this study goes with results reported by
Fowler and his colleagues, 1955 as regards the most children
with epilepsy do not have learning disability but a small
subgroup of children shows decreasing 1.Q. because mental
age does not increase at the same rate as chronological age.
Our previous extensive studies have failed to show any
relationship between 1Q. decrease and age of onset of
epilepsy, total number of seizures, antieplieptic medicaion, sex,

or initial I.Q.

292



There were also decreases in attention and
response rate in GME patients with educated parents.

This means that educated parents has no role in
decrease attention and response rate, and only GME has
a great role in decreasing that.

The finding of this study goes with results reported by
Euan and his colleagues, 1988 as regards the some parents
wish to keep their child’s epilepsy a secret. This poses a
potential longer to the child and needless problems for school
staff if they have not been told and prepared for seizures to
occur. Doctors must encourage the parents to share the

problem with the school.

There was also significant increase depression in

GME patients in patients with non educated parents.

This finding mean that non educated parents have
a great role in increase depression. This is beside the

role of GME itself in increasing depression.

The finding of this study goes with results reported by
Mary and his colleagues, 1988 as regards the many studies
employing the Minnesota Personality Inventory (MMPI) have
indicated that depression scores are raised in people with
epilepsy, with special reference to those with psychomotor/

temporal lobe epilepsy.
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II) Illness Profile:

N.B:
i- Generally means the comparison between

GME, TLE and -control groups

concerning the illness profile |

ii- In details means the relation between

different aspects of illness profile

and performance on different

psychometric tests

1) Onset of Seizures :

i- Generally

In our study there was no significant difference
between GME and TLE groups as regards age of onset
(whether below 2 years, between 2 to 4 years or as above
4 years) or as regards type of seizure (whether abrupt or

gradual).
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ii- In details

In our study there were significant decreases in
sustained attention, persistency, psychomotor speed,
visuomotor coordination and Learning ability in TLE
patients with age of onset above 4 years and in TLE
patients whether the type of onset (abrupt or gradual).

This means that when onset of seizure is at age
above 4 years, there is no role of that onset in
decreasing. sustained attention, persistency,
psychomotor speed, visuomotor -coordination and
Learning ability. And that TLE only has a great role in
decreasing (that).

The finding of this study goes with results reported by Chan and his
colleagues, 1997 as regards the epilepsy onset is most frequent between
age 1-5 years. Patients without secondarily generalised seizures have

better long-term prognoses.

There were also decreases in either or all of
immediate memory, auditory attention, short memory
and internal visual scanning in GME patients with
abrupt onset of disease.

This finding means that abrupt onset has a great

role in decrease either or all of immediate memory,
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auditory attention, short memory and internal visual

scanning in GME patients.

The finding of this study goes with results reported by Kim and his
colleagues, 1997 as regards the prognosis of patients with Mesial
Temporal Sclerosis (MT. S) is not poor. The most important factor related

with the prognosis was the age of seizure onset.

There was also significant decreases in attention
and response rate in GME patients with gradual onset of
disease.

This finding means that gradual onset of disease
has a great role in decrease attention & response rate
in GME patients.

The finding of this study goes with results reported by
Mercade and his colleagues, 1997 gs regards the early onset
of disease and long time of duration of epilepsy were the more

important factors involved in persistence of seizures.

Our finding goes also with results reported by Pang and his
colleagues, 1997 as regards the international League Against Epilepsy
(ILAE) recognizes several Idiopathic Generalised Epilepsies (IGE) with

age-related onset.

There was also significant increase in impulsivity
in GME patients with gradual onset of the disease.
This finding means that gradual onset of disease

has a great role in increase impulsivity in GME
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patients. This is beside the role of GME itself in
increasing impulsivity that.

The finding of this study goes with results reported by
Weber and his colleagues as regards 1997 the number of
children who present Jor evaluation of new onset seizures and
may or may not go on to develop epilepsy demonstrate mild
cognitive impairment. In addition, a large number of these
children have significant  behavioural problems. Earlier

attention to such difficulties may be warranted.

There was also significant increase in anxiety in
TLE patients with gradual onset of disease.

This finding means that gradual onset of disease
has a great role in increase anxiety in TLE patients

This is beside the role of TLE itself in increasing
anxiety .

The finding of this study goes with results reported by
Milewska and his colleagues, 1997 as regards the more
Jfrequency incidence of epileptic seizures and epileptic form
discharges in children under 15 can be associated with
immaturity of developing brain which may account for the

increased seizure susceptibility.

There was also significant increase in neuroticism

trait in GME patients with gradual onset of disease.
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This finding means that gradual onset of the
disease has a great role in increase neuroticism in GME
patients. This is beside the role of GME itself in increase
that.

The finding of this study goes with results reported by
Quattrini and his colleagues, 1997 as regards the drug
resistant patients showed posttive correlation with mental
retardation, complex partial seizures, pathological CT and/or
MRI findings, very early age of epilepsy onset, higher

frequency of status epilepticus.

There was also a significant increase in
Introversion trait in TLE Patients with onset of disease
above 4 years.

This finding means that onset of epilepsy of more
than 4 years of age has a great role in increase
introversion in TLE patients .This is beside the role of
TLE itself in increasing introversion .

Our finding goes with results reported by Joan and his
colleagues, 1995 as regards the Children with epilepsy have
more social problems and participate in fewer social activities
than their peers. Increased barental supervision and
decreased family leisure activities have been hypothesized to

contribute of these social problems.
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Reduced child activity was related to seizure frequency
(chi square = 10.5, P < 0.01) but to parent supervision of family

leisure activity.

There was also a significant increase in lie scale in
TLE patients with abrupt onset of disease.

This finding means that abrupt onset of disease
has a great role in increase lie scale in TLE patients .
This is beside the role of TLE itself in increasing lie
scale.

The finding of this study goes with results reported by
Fitzpatrick and his colleagues, 1997 as regards the differences
between both epileptic groups and between the childhood
onset. The effects of developing epilepsy in childhood on the

subsequent development of personality is discussed.

There was also a significant increase in lie scale
in GME patients with age of onset between two and four
years.

This finding means that when fits begins at the age
of onset between 2 to 4 years has a great role in
increase lie scale in TLE patients .This is beside the
role of TLE itself in increasing lie scale.

Our finding goes with results reported by Christine and

his colleagues, 1988 as regards the positive associations
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between seizure onset and frequency and behaviour

disturbance have been reported in some studies.

2) Frequency of seizures :

i- Generally

a - Current seizure frequency:

In our study there was a significant difference
between GME and TLE groups concerning current seizure
Jrequency (< 0.001).

Showing that GME is more than TLE :

- When the frequent seizure is every month

- And when there are non frequent seizures.
But it shows that TLE is more than GME:

- When the frequent seizure are every day

- And when the frequent seizure are every week

The finding of this study goes with results reported by
Pierre and his colleagues, 1988 as regards the A long duration
of epilepsy impairs memory functioning. Ten years appears to
be a cruciallength. In fact, a long duration generally means
seizures repeated during many years, and a prolonged
therapy. So neither the duration nor the Jrequency is an

independent variable.

b - Past seizure frequency:
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In our study there was a significant difference
between GME and TLE groups concerning past seizure
Jrequency (< 0.001).

Showing that GME is more than TLE:

- When the past seizure frequency was every
week

- And when the past seizure frequency was
every month

The finding of this study goes with results reported by
Cakmak and his colleagues, 1997 as regards the frequency of
secondarily generalised seizures (2rd GS), the age of onset and
duration of illness have been known to be related with
prognosis of temporal lobe epilepsy (TLE). The clinical
characteristics and responses to AEDs therapy were evaluated
in patients with TLE and rare 27 GS, by using age matched
TLE patients with frequent 2nd GS. Seizures occurring in late
phase have high risk of recurrence. This may be due to
different mechanisms of seizures in acute and late phases,

and this result may help to determine a therapeutic strategy.

There was also a significant increase in depression
in TLE patients with history of current seizure frequency
of frequent seizures every week.

This means that onset of current seizure frequency

of frequent seizures every week has a great role in
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increase depression in TLE patients .This beside the role
of TLE itself in increasing depression.

The finding of this study goes with results reported by
Boglium and his colleagues, 1997 as regards the depression is
more common is people with epilepsy (PWE) as compared with
control groups. Depression is associated with psychosocial
complications of epilepsy (increased life events, poor
adjustment to seizures, financial stress), but is not, by and
large correlated with epilepsy variables such as age of onset of

epilepsy or seizure type or frequency.

There was also significant an increase in
introversion in TLE patients with history of current
seizure frequency of frequent seizures every day.

This means that onset of seizures every day has a
great role in increase introversion in TLE patients . This

beside the effect of TLE itself in increasing introversion.

The finding of this study goes with results reported by
Uhlmann and his colleagues, 1997 as regards the most
epielptic patients are able to control physiological parameters
by intensive training and, as a result, improve clinically.
Nevertheless, behavior therapy seem to have some influence

on the amount of seizure reduction.

ii- In details
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a) Current seizure Jrequency: (whether Jrequent per

day frequent per week, frequent per month on none).

There was no significant difference between GME
and TLE concerning the relation between different
aspects of current seizure Jrequency and performance on

different psychometric tests

b) Past seizure frequency: (whether frequent per day
frequent per week or frequent per month).

There were significant decreases in attention and
response rate in TLE patients with history of past
seizure frequency of frequent seizures every week.

This means that past seizure Jrequency of frequent
seizures every

week has a great role in decrease attention and
response rate in TLE patients .This is beside the role of
TLE itself in decreasing that.

The finding of this study goes with results reported by
Milewska and his colleagues, 1997 as regards the more
frequency incidence of epileptic seizures and eppileptiform
discharges in children under 15 can be associated with
immaturity of developing brain which may account for the

increased seizure susceptibility.

Our finding goes also with results reported by Henriksen and his

colleagues, 1990 as regards the Jrequency and type of seizures may be
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determining factors that should if necessary, be evaluated by long-term
EEG monitoring, perferably during school performance or in conjunction

with neuropsychological assessment

There were also significant decreases in attention
and response rate in TLE patients with past seizure
Jrequency of frequent seizures every day.

This means that past seizure Jrequency of frequent
seizures every day has a great role in increasing
attention and response rate in TLE patients .This is
beside the role of TLE itself in increasing that.

The finding of this study goes with results reported by
Uhimann and his colleagues, 1997 as regards the most
epileptic patients are able to control physiological parameters
by intensive training and, as a result, improve clinically.
Nevertheless, behavior therapy seem to have some influence
on the amount of seizure reduction.

Our finding goes also with results reported by Pierre and
his colleagues, 1988 as regards the decreased performances
are correlated with increasing discharge rates, or length of the
discharges, and generalized discharges are worse than focal

discharges.

There was also a significant increase in anxiety in
TLE patients with history of past seizure Jrequency of

Jrequent seizures every month.
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This means that past seizure frequency of frequent
seizures every month has a role in increase anxiety in
TLE patients .This is beside the role of TLE itself in
increasing anxiety.

The finding of this study goes with results reported by
Vermeulen and his colleagues, 1997 as regards the in children
with recurrent seizure, subjective seizure severnity measured
with the Hague Seizure Severity was not different after 1 year
of treatment.

Our finding goes also with results reported by Euan and
his colleagues, 1988 as regards the about half the children
with epilepsy have not had a fit in the past two years. Their

epilepsy is quiescent as active epilepsy.

There was also a significant increase in depression
in TLE patients with history of past seizure frequency of
Jrequent seizures every day.

This means that past seizure frequency of frequent
seizures every day has a great role in increase
depression in TLE patients .This is beside the role of TLE
itself in increasing depression.

The finding of this study goes with results reported by
Boglium and his colleagues, 1997 as regards the series of
psychiatric symptoms and reactions, only depression seems to
predominate in idiopathic and cryptogenic epiulepsy and can

be attributed to epilepsy per se.
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Our finding goes also with results reported by Mary and
his colleagues, 1988 as regards ihe depression is more
common is people with epilepsy (PWE) as compared with
control groups. Depression is associated with psychosocial
complications of epilepsy (increased life events, poor
adjustment to seizures, financial stress), but is not, by and
large, correlated with epilepsy variables such as age of onset
of epilepsy or seizure type or frequency. Antiepileptic drugs
(AEDs) on the other hand have a marked effect on mood.

3) Duration of Illness:

i- Generally

In our study there was a significant difference
between GME & TLE concerning duration of
illness.,showing that GME is more than TLE:

- When the duration of illness is below (6 months)

- And when the duration of illness is between

(6 months - 2 years)
But it shows also that TLE was more than GME:
- When the duration of illness was below (5 years)
- And when the duration of illness was between
(2 years - 5 years)

The finding of this study goes with results reported by

Badalian and his colleagues, 1997 as regards the clinical

probation registered the fact that effectiveness of the given

306



combination in patients depends on types of seizures and the

duration of the disease.

ii- In details

There were also decreases in sustained attention,
persistency, psychomotor speed, visuomotor
coordination and learning ability in TLE patients with
duration of illness between two and four years.

This means that duration of illness between two
and four years has a great role in decrease sustained
attention, persistency, psychomotor speed, visuomotor
coordination and learning ability in TLE patients This
was beside the role of TLE itself in decreasing that.

The finding of this study goes with results reported by
Mercade and his colleagues, 1997 as regards the early onset
of disease and long time of duration of epilepsy were the more

important factors involved in persistence of seizures.

There was also a significant increase in
introversion trait in TLE patients with duration of
illness above five years.

This means that duration of illness of 5 years has a
great role in increase introversion in TLE patients . This
is beside the role of TLE itself in increasing introversion.

The finding of this study goes with results reported by
Wolanczyk and his colleagues, 1997 as regards the patients
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treated by many physicians in the history of illness were
characterised by significantly lower optimism, lower self-
esteem, lower value of achievement and lower perceived
support (ANOVA). Those rated by physicians as non-compliant
were less optimistic, had less certainty of school success and

perceived less support than compliant subgroup.

There was also an increase in impulsivity in TLE
patients with duration of illness between six months and
two years.

This means that the duration of illness between of
six months to two years have a great role in increase
impulsivity in TLE patients. This is beside the role of
TLE itself in increasing impulsivity.

The finding of this study goes with results reported by
Salke and his colleagues, 1997 as regards the children and
adolescents with severe epilepsy, the long-term hospitalisation
may be inevitable. We asked if such a hospitalisation is

Jjustified in relation to the outcome.

There was also an increase in psychoticism trait in
TLE patients with duration of illness below six months.

This means that duration of illness of less than 6
months has a great role in increase psychoticism in
TLE patients .This is beside the role of TLE itselfin

increasing psychoticism.
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The finding of this study goes with results reported by
Czapinski and his colleagues, 1997 as regards the initially
observed difference in drug effectiveness disappears in long-

term therapy.

4) Longest seizure free period

i- Generally:

In our study there was a significant difference
between GME & TLE groups concerning longest seizure
Jree period showing that GME was more than TLE:

- When the longest seizure free period was between
(six months and two years)
But it shows also that TLE was more than GME:
- When the longest seizure free period was less
than 6 months.

ii- In details

In our study there were significant decrease in

sustained attention, persistency, psychomotor speed,
visumotor coordination and learning ability in TLE
patients with longest seizure free period below six

months up to two years.



This means that longest seizure free period up to 2
years has a great role in decreasing sustained attention,
persistency, psychomotor speed, visumotor coordination
and learning ability in TLE epileptic patients. This was
beside the role of TLE itself in decreasing that.

The finding of this study goes with results reported by
Christine and his colleagues, 1988 as regards the long
duration of seizure disorder has been negatively associated

with IQ in three studies.

There were also significant decreases in either or
all of immediate memory, auditory attention, short
memory and internal visual scanning in GME patients
with longest seizure free period below six months.

This means that shorter seizure free period up to 6
months has a great role in decrease either or all of
immediate memory, auditory attention, short memory
and internal visual scanning in GME patients.

This is beside the role of GME itself in decreasing
that.

The finding of this study goes with results reported by
Christine and his colleagues, 1988 as regards the increased
rates of behaviour distrubance uwith early age of onset, there
are conflicting reports concerning the role of duration of the

seizure disorder.
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There were also decreases in conceptualization,
concrete thinking, and mental ability in GME patients
with longest seizure free period below six months.

This means that shorter seizure free period up to 6
months has a great role in decreasing conceptual-
ization, concrete thinking, and mental ability in GME
patients. This was beside the role of GME itself in
decreasing that.

Our finding goes with the results reported by Ignatowicz
and his colleagues, 1995 as regards the significant clincal
benefit was manifested in good control of epileptic seizures,
especially generalized and partial complex seizures and

epileptic status with abnormal EEG in 60% of patients.

There was also significant increase in impulsively
in GME patients with longest seizure free period below
six months.

This means that shorter seizure free period up to
six months have a great role in increase impulsivity in
GME. This was beside the role of GME itself in
increasing impulsivity.

Our finding goes also with results reported by Christine
and his colleagues, 1988 as regards the long duration of
seizure disorder has been negatively associated with IQ in

three studies.
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There was also significant increase in introversion
trait in TLE patients with longest seizure free period
whether below six months or between six months up to
two years.

This means that longest seizure free period up to
two years have a great role in increase introversion in
TLE patients . This is beside the role of TLE itself in
increasing impulsivity.

Our finding goes also with the results reported by Coline
and his colleagues, 1988 as regards the based on the idea that
paroxysmal disorders of behaviour arise form paroxysmal
discharges of subcortical structures which were not

necessarily recorded in the EEG from the surface of the cortex.

5) Status Epilepticus history:

i- Generally

In our study there was no significant difference
between GME and TLE groups as regards Status
Epilepticus history.

Our finding goes with the results reported by Ignatowicz
and his colleagues, 1995 as regards the significant clinical
benefit was manifested in good control of epileptic seizures,
especially generalized and partial complex seizures and

eplleptic status with abnormal EEG in 60% of patients.
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ii- In details

In our study there were significant decreases in
sustained attention persistencey, psychomotor speed,
visumotor coordination and learning ability in TLE
patients without status epilepticus history.

This means that status epilepticus has no role in
decreasing sustained attention, persistencey,
psychomotor speed, visumotor coordination and learning
ability in TLE patients and that TLE only had a great
role in decreasing that.

The finding of this study goes with results reported by
Misirli and his colleagues, 1997 as regards the status
epilepticus (SE) 1is defined as prolonged or recurrent seizure
which affect the consciousness or not, and persist for more that
30 minutes with no recovery period between seizures. Itis
important to recognise the aetiological factor to pervent the
recurrence.

And goes also with results reported by Jolanta and his
colleagues, 1988 as regards the reports of a marked
deterioration of IQ in over 15% of residential school patients
and in patients with a history of status epilepticus or a

considerable lifetime number of tonic-clonic seizures.



There was also significant decreases in attention
and response rate in GME patients without history of
status epilepticus .

This means that status epilepticus has no role in
decreasing attention and response rate in GME patients
and that GME only was responsible for decreasing
attention and response rate in epileptic patients.

The finding of this study goes with results reported by
Weissenrieder and his colleagues, 1997 as regards the non-
convulsive status epilepticus (NCSE) manifests in the majority
of patients as confusional state with disturbed consciousness
and postictal amnesia. There have however been reports of
patients with NCSE without any alteration of consciousness.
The ictal process remained confined to the right frontal are

without propagation.

There was also significant increase in depression in
TLE patients with history of status epilepticus history.

This means that status epilepticus has a great role
in increase depression in epileptic patients. This was
beside the role of TLE itself in increasing depression .

The finding of this study goes with results reported by
Well, 1975; and Lim and his colleagues 1986, as regards the
non-convulsive status epilepticus (NCSE) manifests in the
majority of patients as confusional state with disturbed

consciousness and postictal amnesia. There have however
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been reports of patients with NCSE without any alteration of
consciousness. The ictal process remained confined to the right
frontal are without propagation. Prolonged depressive mood
swing have been recorded during status epilepticus.

The finding of this study goes with results reported by
Well, 1975; and Lim and his colleagues, 1986 as regards the
prolonged depressive mood swing have been recorded during

status epilepticus.

There was also significant increase in psychotrcism
trait in TLE patients without status epilepticus history.

This means that status Epilepticus has no role in
increase psychoticism in TLE patients and only TLE
have a great role in increase psychoticism in epileptic
patients.

The finding of this study goes with results reported by
Dericioglu and his colleagues, 1997 as regards the
psychogenic seizures are diagnosed in 13-28% of patients
referred to Epilepsy Centers. The attacks are recorded during

long term video EEG time consuming.

There was also significant increase in introversion
trait in TLE patOients with history of status epilepticus.
This means that status epilepticus has no role in

increase introversion in TLE patients and only TLE has
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a great role in increase introversion in epileptic
children.

The finding of this study goes with results reported by
Evan and his colleagues, 1988 as regards the absence of
studies that have directly addressed the question as to
whether depression occurs more frequently in people with
epilepsy compared to other conditions, but conclusions may be
drawn indirectly from the results of investigations using
standardizes rating scales.

Uncoordinated behaviour typical cases can be found

despite lack of characteristic EEG changes.
6) Positive family history ( whether with or
without it.):

i- Generally

In our study there was, no significant difference
between GME and TLE groups as regards positive family
history.

Our finding goes also with the results reported by Pal and
his colleagues, 1997 as regards the strong independent
association of proxy infection markers with epilepsy suggests a
role for infective agents through a mechanism other than febrile
convulsions. A more specific study is required to clarify the

important component (s) of the proxy index.
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ii- In details

In our study there were also significant decreases
in sustained attention, persistency, psychomotor speed,
visvomotor coordination and learning ability in TLE
patients without positive family history.

This means that positive family history has no role
in decreasing sustained attention, persistency,
psychomotor speed, visvomotor coordination and
learning ability and only TLE have a great role in
decreasing that .

The finding of this study goes with results reported by
Murakami and his colleagues, 1997 as regards the cases with
mesial temporal lobe epilepsy showed a high incidence of
prolonged convulsions or febrile convulsion. However, the
existence of prolonged convulsion or the severity of febril
convulsions were not related to the later clinical course of

mesial temporal lobe epilepsy.

There was also significant increase in neasotrcism
trait in GME patients without positive family history.

This means that positive the family history have no
role in increase neuroticism in epileptic patients and
only GME have a great role in increase neuroticism in
that.

The finding of this study goes with results reported by
Scheffer and his colleagues, 1997 as regards the epilepsy are
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genetically related and inherited in a polygenic fashion. There
are other common, but less well recognised, form of

generalised epilepsy that also have an inherited basis.

7) Positive past history : (whether with or

without it).

i- Generally

In our study there was, no significant difference
between GME and TLE groups as regards positive past
history.

The finding of this study goes with results reported by
Awaya and his colleagues, 1997 as regards the other
characteristics were first seizure episode, normal past history
and mental deterioration without motor deficits. These patients
were similar to those reported by Brett (1967), but seizure
Jrequency and sequelae were much more severe in our group.

The aetiology is uncertain but might be viral.
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ii- In details

In our study there were significant decreases in
sustained attention, persistency, psychomotor speed,
visuomotor coordination and learning ability in TLE
patients with positive past history.

This means that the positive past history has a
great role in decreasing sustained attention,
persistency, psychomotor speed, visuomotor
coordination and learning ability in TLE epileptic
patients. This beside the role of TLE itself in decreasing
that.

The finding of this study goes with results reported by
Zupanc and his colleagues, 1997 as regards the morbidity in
our Epilepsy Monitoring Unit was low. There was no mortality.
The riskd of status epilepticus are small but significant.

There were also decreases in conceptualization,
concrete thinking, and general mental ability in GME
patients with positive past history.

This means that the positive past history has a
great role in decreasing conceptualization, concrete
thinking, and general mental ability epileptic in GME
patients. This beside the role of GME itself in decreasing
that.

The finding of this study goes with results reported by
Tourniaire and his colleagues, 1997 as regards the most

deaths were linked to epilepsy as traumatic, sudden
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unexplained deaths or status epilepticus. There was no

influence of six, aetiology, age on immediate cause of death.

There was also significant decreases in a Hention
and response rate in GME patients without positive past
history.

This means that the positive past history has no
role in decrease attention and response rate in epileptic
patients GME only has a great role in decrease attention
and response rate in epileptic patients.

The finding of this study goes with results reported by
Callenbach and his colleagues, 1997 as regards the genetic
factors played a role in about 10% children with epilepsy. The
genetic influence is stronger in generalised epilepsy than in

partial epilepsy.

There was also significant increase in depression in
TLE patients with positive past history.

This means that the positive past history has a
great role in increase depression in TLE patients. This
beside the role of TLE in increase depression.

The finding of this study goes with results reported by
Mary and his colleagues, 1988 as regards the with regards to
depressive symptoms, several studies using standardized

rating scales have found the depression scores to range from
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moderate to severe and to compare favourably to studies on

depressed patients without epilepsy.

There was also significant increase in introversion
trait in TLE patients without positive past history.

This means that the positive past family history
has no role in increase introversion in TLE patients and
TLE itself has a great role in increase introversion in
epileptic patients.

The finding of this study goes with results reported by
Gary Haflied and his colleagues, 1997 as regards the
curiously, patients generalised SE. the reasons for this are not
clear. Patients with partial seizures had fewer lesions which is
out of line with their high mortality rate. Some of the difference
noted between the present study and the reports of others can
be accounted for by the lack of previous seizures in our

patients population.

8) Organic disease:

i- Generally

In our study we found that, GME patients showed a

tendency to organic diseases.

This goes with results reported by Trimble and his
colleagues, 1995 as regards the difficulty of interpretation is

the number of variables that may influence cognition, such as
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polytherapy and seizure frequency, for which these studies
have not been able to control. In this study, healthy volunteers
were examined for the effect of VGB on cognitive function and
mood to assess the effect of the drug in the absence of such

contaminating factors.

ii- In details

In our study there were significant decreases in
sustained attention, persistency, psychomotor speed,
visuomotor coordination and learning ability in TLE
patients without organic disease history.

This means that history of organic diseaseing have
no role in decrease sustained attention, persistency,
psychomotor speed, visuomotor coordination and
learning ability in TLE patients and that only. TLE have
a great role in decreasing that in epileptic patients.

The finding of this study goes with results reported by
Ellenbag and his colleagues, 1984 as regards the organic
actiology for the seizures or a seizure disorder complicated by
further neurological problems would appear to be a poor

prognostic indicator for intellectual.

There were also significant decreases in either or
all of immediate memory, auditory attention, short
memory and internal visual scanning in TLE patients

without organic disease history.
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This means that history of organic disease have no
role in decrease either or all of immediate memory,
auditory attention, short memory and internal visual
scanning in TLE patients and that only TLE have a role
in decreasing that in epileptic patients.

The finding of this study goes with results reported by
Trimble and his colleagues, 1995 as regards the prolonged
and frequently repeated seizures are typically associated
with more severe effects on cognitive functioning,
particularly if epilepsy is symptomatic i.e., secondary to a

demonstrable brain lesion.

There were also decreases in attention and
response rate in GME patients with organic disease
history.

This means that history of organic disease have a
great role in decrease attention and response rate in
GME patients. This is beside the role of GME in
decreasing attention and response rate.

The finding of this study goes with results reported by
Quattrini  and his colleagues, 1997 as regards the try to
understand the significance and mechanism of drug-resistance
further parameter have been investigated, the most relevant of
them are the duration of illness, the risk factor for epilepsy and

the therapy.
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There were also significant increase in impulsivity
in TLE patients without organic disease history.

This means that history of organic disease have no
role in increase impulsivity and only TLE have a great
role in increasing impulsivity.

Our finding goes with the results reported by Christine
and his colleagues, 1988 as regards the organic pathology has
been reported for the majority of children exhibiting behaviour
disorders and large numbers of children with behaviour

disorders have been found in brain-damaged populations.

9) Pregnancy, Labour troubles and Neurotic

traits history:

i- Generally

In our study there was no significant difference
between GME and TLE groups as regards pregnancy,
Labour troubles and Neurotic traits history.

ii- In details
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a) Pregnancy trouble history:

In our study there were significant decreases in
attention and response rate in TLE patients without
pregnancy trouble history.

This means that history of pregnancy troubles have
no role in decreasing attention or response rate in TLE
patients and TLE only have a great role in decrease

attention and response rate.

The finding of this study goes with results reported by
Milewska and his colleagues, 1997 as regards the more
Jrequency incidence of epileptic seizures and epileptiform
discharges in children under 15 can be associated with
immaturity of developing brain which may account for the

increased seizure susceptibility.

There were also significant increase in impulsivity
in TLE patients without pregnancy trouble history.

This means that history of pregnancy troubles have
no role in increase impulsivity in epileptic patients and
TLE only has a great role in increasing impulsivity.

The finding of this study goes with results reported by
Abou - Khalil and his colleagues, 1997 as regards the history
of Febril Convulsions (FC) preceding epilepsy is common,
particularly in TLE. A genetic influence is demonstrated by the

higher incidence of FHFC in patients with antecedent FC.
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There were . also significant increase in lie scale in
GME patients with pregnancy trouble history.

This means that pregnancy troubles have a great
role in increase lie scale in GME patients. This is beside
the role of GME in increasing lie scale.

The finding of this study goes with results reported by El-
Radhi and his colleagues, 1997 as regards the known
association between MC, recurrent FC and epilepsy may be
due to a common facto of low body temperature at the onset of
FC.

b) Labour Trouble History:

In our study there was significant increase in
impulsively in TLE patients without labour troubles
history.

This means that labour have no role in impulsivity
in TLE patients and TLE only have a great role in
increase impulsivity in epileptic patients.

Our finding goes also with the results reported by Ingrid
and his colleagues, 1995 as regards the single-gene partial

epilepsies have recently been recognized in which affected
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individuals have homogeneous partial seizure semiology within
syndromes such as autosomal dominant nocturnal rolandic
epilepsy. We describe a signle-gene partial epilepsy syndrome
with different electroclinical partial seizure semiology in
different individuals.

c) Neurotic Traits:

In our study there were significant decreases in
sustained attention, persistency, psychomotor speed,
visuomotor coordination and learning ability in TLE
patients with neurotic traits.

This means that neurotic traits has a great role in
decrease sustained attention, persistency, psychomotor
speed, visuomotor coordination and learning ability in
TLE patients. This beside the role of TLE itself in
decreasing that.

The finding of this study goes with results reported by
Selukov and his colleagues, 1997 as regards the course of the
disease in that group of patient was characterised by steady
increase of sympotoms and psychic deterioration with
inertness, persistence, specific affective and mental disorders.

And goes also with the results reported by Schmitt and
his colleagues, 1997 as regards the optimal therapy regimen
for one of the commonest epilepsies of childhood a waits

prospective evaluation.

327



There were also significant increase in impulsivity
in TLE patients without neurotic traits.

This means that neurotic traits has no role in
increase impulsivity in TLE patients and that only TLE
have a role in increase impulsivity in epileptic patients.

Our finding goes with the results reported by Coline and
his colleagues, 1988 as regards the based on the idea that
paroxysmal disorders of behaviour arise form paroxysmal
discharges of subcortical structures which were not
necessarily recorded in the EEG from the surface of the cortex.

It was recognition that electrical discharges in the EEG
correlated with observed seizure behaviour that lead to a
taxonomy of epilepsy based on EEG waveforms. Indeed, the
Jirst international classification of epilepsy relied heavily on

different EEG pictures for different diagnoses.

There were significant increase in depression in

GME patients with neurotic traits.

This means that neurotic traits have a great role in
increase depression in GME patients. This beside the
role of GME in increasing depression in epileptic

patients.

The finding of this study goes with results reported by
Katharine and his colleagues, 1995 as regards the
phenomenology of the depression does not, on the whole, seem

linked with epilepsy variables. Anticonvulsants can however

328



affect the mental state, and the longer the duration of epilepsy
the more severe the depression. The majority of studies
implicated the left hemisphere with hints that temporal

lobe/ complex partial seizure patients are more vulnerable.

10) Peri-ictal Changes:

i- Generally

In our study there was no significant difference
between GME and TLE groups as regards factors
affecting ictus.

In the other hand, there was a significant
difference between GME and TLE groups as regards the
following :

1- patients with prodroma.

2- Patients with aura.

3- Patients with ictal changes.

4- Patients with post-ical changes.

The finding of this study goes with results reported by
Betts and his colleagues, 1982 as regards the
characteristically, the alteration of mood lasts longer than an
aura or postictal automatism, and it can have dangerous
consequences, as evidenced by him who reported a patient

who cut his throat during an ictal depressive state.
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ii- In details

a- Patients with presence of Prodroma:

In our study there was significant increase in
psychoticism in TLE patients with presence of prodroma.

This means that the presence of prodoma in
epileptic patients increases psychoticism in TLE
patients. This beside the role of TLE in increase
psychoticism.

This goes with results reported by Fitzpatrick and his
colleagues, 1997 as regards that Much has been written about
personality disorder and abnormal personality traits in
patients with non epileptic seizures (NES). To date the majority
of the research has identified personality disorders by means
of clinical interview with the subject, or through the use of self-
rating, forced choice questionnaires or inventories. Itis well
recognized that both these methods produce low levels of
reliability.

Differences in personality traits between the groups were

identified, as were rates of personality disorder.

There was also significant increase in Introversion
in TLE patients with presence of prodroma.

This means that presence of prodroma has a great
role in increase introversion in TLE patients. This beside

the role of TLE itself in increase introversion.
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The finding of this study goes with results reported by
Betts and his colleagues, 1982 as regards the
characteristically, the alteration of mood lasts longer than an
aura or postictal automatism, and it can have dangerous
consequences, as evidenced by him who reported a patient

who cut his throat during an ictal depressive state.

b- Patients with presence of aura:

In our study there were significant decrease in
sustained attention, persistency, psychomotor speed,
visumotor coordination and learning ability in TLE
patients with presence of aura.

This means that the presence of aura has a great
role in decrease sustained attention, persistency,
psychomotor speed, visumotor coordination and learning
ability in TLE patients. This beside the role of TLE itself
in decreasing that.

The finding of this study goes with results reported by
Manchanda and his colleagues, 1997 as regards the localising
value of experiential auras and the lateralising value of
viscerosensory auras are in keeping with the literature. The
findings confirm a clinical impression that patients were
experiential auras are more likely to have a psychiatric

disorder.
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There was also significant increase in introversion
trait in TLE patients with presence of Aura.

This means that presence of aura has a great role
in increase introversion in TLE patients. This beside the
role of TLE itself in increasing introversion.

The finding of this study goes with results reported by
Manchanda and his colleagues, 1997 as regards the localising
value of experiential auras and the lateralising value of
viscerosensory auras are in keeping with the literature. The
findings confirm a clinical impression that patients were
experiential auras are more likely to have a psychiatric

disorder.

c- Patients with presence of Ictal changes:

In our study there were significant decrease in
sustained attention, persistency, psychomotor speed,
visumotor coordination and learning ability in TLE
patients with presence of ictal changes.

This means that ictal change has a great role in
decrease sustained attention, persistency, psychomotor

speed, visumotor coordination and learning ability in
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TLE patients. This beside the role of TLE itself in
decreasing that.

The finding of this study goes uwith results reported by
Kim and his colleagues, 1997 as regards the gestural
automatism contralateral dystonic CLD and tonic CLT were
seen mainly in Mesial TLE (MTLE) and head version in
Neocortical Temporal Lobe NTLE. These ictal features can be
useful in differentiating MTLE from NTLE.

There was also significant increase in psychoticism
in TLE patients with presence of ictal change.

This means that ictal changes has a great role in
increase psychoticism in TLE patients. This beside the
role of TLE itself in increasing psychoticism.

The finding of this study goes uwith results reported by
Perucca and his colleagues, 1997 as regards the although
most clinicians attempt to treat epilepsy on the basis of
monotherapy, the need for polytherapy in fraction of the
patient population makes drug interactions a significant issue.
The problem and drug interactions also must be considered in
the design and interpretation of clinical trials in which a new

drug is added to pre existing treatment.

There was also significant increase in introversion

in TLE patients with presence of ictal changes.
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This means that ictal changes has a great role in
increase introversion in TLE patients. This beside the

role of TLE itself in increasing introversion.

The finding of this study goes with results reported by
Abdulghani and his colleagues, 1997 as regards the children
with abnorma EEG had significant deterioration of personality
and behaviour adjustment. This was more apparent in patients
with focal EEG dysrhythmia. Intellectual deterioration was not

related to EEG abnormalities.

d) Patients with presence of Post ictal changes

( aphasia, dysphasia, paresis, restlessness, automotism and

psychotic state) :

There were also significant decrease in sustained
attention, persistency, psychomotor speed, visumotor
coordination learning ability in TLE patients with
presence of post ictal changes.

This means that post ictal changes has a great role
in decrease sustained attention, persistency,
psychomotor speed, visumotor coordination learning
ability in TLE epileptic patients. This beside the role of
TLE itself in decreasing that.

This finding goes with the results reported by Binnie and

his colleagues, 1990 as regards the sub-clinical generalized
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spike-wave discharges are often accompanied by transitory
cognitive impairment, demonstrable by psychological testing

during EEG recording.

There was significant increase in psycholicism in
TLE patients with presence of post ictal changes.

This means that post ictal changes has a great role
in increase psychoticism in TLE epileptic patients. This
beside the role of TLE in increasing psychoticism in
epileptic patients.

The finding of this study goes with results reported by
Mares and his colleagues, 1997 as regards the postictal
depression is a complex phenomenon generated by more than

one inhibitory system.

There was also significant increase in Introversion
in TLE patients with presence with presence of post ictal
changes.

This means that post ictal changes has a great role
in increase introversion in TLE patients. This beside the
role of TLE in increasing introversion in epileptic
patients.

The finding of this study goes with results reported by
Mares and his colleagues, 1997 as regards the postictal
depression is a complex phenomenon generated by more than

one inhibitory system.0
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e- Patients with presence of factors affecting
ictus (Alcohol, menses, emotional stress, fever, fatigue, photic

stimulation, TV, photogenic epilepsy, nocturnal, seizure only,

non-compliance and day seizure only):

In our study there were decrease in attention and
response rate in GME patients with presence one or more
of factors affecting ictus.

This means that presence of factors affecting ictus
has a great role in decrease attention and response rate
in GME patients. This beside the role of GME itself in
decreasing attention and response rate.

The finding of this study goes with results reported by
Shewmon and his colleagues, 1997 as regards the cognitive
improvement from epilepsy surgery may have more to do with
elimination of interical disturbances than with cessation of
seizures. It remains to be determined which children with
frequent epileptiform discharges might benefit from surgical
therapy.

There was also significant increase in neuroticism
in GME patients with presence of factors affecting ictus.
This means that presence of factors affecting ictus

has a great role in increase neuroticism in GME

336



patients. This beside the role of GME itself in increasing
neuroticism.

The finding of this study goes with results reported by
Boglium and his colleagues, 1997 as regards the series of
psychiatric symptoms an reactions, only depression seems to
predominate in idiopathic and cryptogenic epiulepsy and can

be attributed to epilepsy per se.

There was also significant increase in introversion
in TLE patients with presence of factors affecting ictus.

This means that presence of factors affecting ictus
has a great role in increase introversion in TLE patients.
This beside the role of TLE itself in increasing
introversion.

The finding of this study goes with results reported by
Barclay and his colleagues, 1997 as regards the temporal lobe
seizures with sympotoms including disorientation, déja vu,
unpleasant odours, balance disturbances, dizziness, and

balkouts.

11) Causes:

i- Generally
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In our study there was a significant difference
between GME and TLE groups as regards cerebral,
systemic and iatrogenic aetiologies.

The finding of this study goes with results reported by
Hoare and his colleagues, 1997 as regards the cross-sectional
design of the study did not make it possible to draw any
definite conclusions about the causal or temporal relationship
between low self-esteem and behavioural distrurbance. Once
again, the potential value of prospective studies into the
psychosocial adjustment of children with chronic illness is
highlighted

Our finding goes also with the results reported by Graaf
and his colleagues, 1997 as regards the Besides determining
the general prevalence of psycholpathology in a population of
patients with seizures we will present outcome regarding the
relationship between pseudoseizures and DSM-Axis-Idisorders,

and between epilepsy and personlity disorders (DSM-Axis-II).

GME patients shows tendency to cerebral and
iatrogenic a etiology TLE patients shows tendency to
systemic a etiology.

The finding of this study goes with results reported by
Jolanta and his colleagues, 1988 as regards the patients
without gross cerebral damage have the evidence of
interhemispheric  differrences for verbal and non-verbal

material is less clear.
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ii- In details

a) Cerebral causes (congenital anomalies, birth
injuries , traumatic, vascular, infection, neoplasm and

demyelinating diseases):

In our study there was a significant increase in
anxiety in TLE patients with presence of cerebral
causes.

This means that the presence of cerebral causes
has a great role in increase anxiety in TLE patients.
This beside the role of TLE itself in increasing anxiety.

The finding of this study goes with results reported by
Besana and his colleagues, 1997 as regards their patients
perinatal factors seam, still now, the main aetiological factor in
drug resistan epilepsies; genetic causes as cerebral
malformations and phakomatoses are also significant
ethiopathogenetical factors.

Our finding goes also with the results reported by Bélling
and his colleagues, 1995 as regards the according to this
hypothesis, early isolated cerebral lesions of the LH with
strongly influence cognitive functions of the RH, whereas
isolated lesions of the RH do not influence LH functions to the
same extent due to a lesser reorganization capacity of the LH.

And also goes with the results reported by Maria and his

colleagues, 1995 as regards the partial seizures account for
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40% of childhood seizures. Prognosis depends on association

with definite cerebral lesions.

b) Systemic Causes (Fever, toxic, hypoglycemia, CA

deficiency, renal factors, anemia and anoxia):

In our study there was a significant increase in
introversion in TLE patients with presence of systemic
causes.

This means that the presence of systemic causes
has a great role causes in increase introversion in TLE
patients. This beside the role of TLE itself in increasing
introversion.

The finding of this study goes with results reported by
Meador and his colleagues, 1997 as regards the alterations in
cognitive function in patients with epilepsy may be due to the
underlying disease process and to seizures themselves.

Our finding goes also with the results reported by Van
Bogaert and his colleagues, 1997 as regards the patients with
BCECS and unilateral focus do not show an asymmetrical
distribution of cerebral glucose metabolism on PET. This
suggests that PeT with FDG may help to differentiate the
idiopathic cases from the symptomatic cases in children with

partial epilepsy.
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12) Serum Level:

In our study there was no significant difference
between GME and TLE groups as regards high serum
level

The finding of this study goes with results reported by
Mary and his colleagues, 1988 as regards the many studies
employing the Minnesota Personality Inventory (MMPI) have
indicated that depression scores are raised in people with
epilepsy, with special reference to those with psychomotor/

temporal lobe epilepsy.

13) Psychiatric Morbidity.

In our study there was no significant difference
between GME and TLE groups as regards psychiatric
morbidity.

The finding of this study goes with results reported by
Jinggang and his colleagues, 1995 as regards the implications
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for the choice of drug in the management of epilepsy and also
for the reported claims of a psychotropic effect of CBZ.

Our finding goes also with the results reported by Miller
and his colleagues, 1995 as regards the results argue that the
hippocampal region plays a more important role that the

entorhinal cortex in human memory.

In our study TLE patients shows tendency to
conduct disorder, sex disorder and anxiety disorder.
GME patients shows tendency to conversion disorder.

The finding of this study goes with results reported by
John and his colleagues, 1995 as regards the anxiety and
depression are the most common psychiatric conditions
associated with epilepsy. Understanding the development &
maintenance of these symptoms requires investigate of
interrelations between biologicial and psycholocial factors.

Our finding goes also with the results reported by Hoare
and his colleagues, 1997 as regards the cross-sectional design
of the study did not make it possible to draw any definite
conclusions about the causal or temporal relationship between
low self-esteem and behavioural distrurbance. Once again, the
potential value of prospective studies into the psychosocial
adjustment of children with chronic illness is highlighted.

And also goes with the results reported by Toone and his

colleagues, 1997 as regards the number of previous studies
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have suggested on association between left-sided temporal

lobe epilepsy and schizophrenia.

III) Therapeutic issues.

N.B :

i- Generally means the comparison between

GME, TLE and control groups
concerning the Therapeutic issues

ii- In details means the relation between

different aspects of Therapeutic
issues and performance on the

different psychometric tests

i- Generally

1- According to different types of therapy
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In our study there was significant difference
' between GME and TLE groups as regards the type of
therapy whether mono or polytherapy

It shows that there was a tendency of GME patients
to take monotherapy. In the other hand TLE was used
more frequently polytherapy

Our finding goes with the results reported by Thompson
and his colleagues, 1982 as regards the study of the effects
reduction of plytherapy or substituting one of the drugs with
CBZ, the performance on the visual scanning task improved inv
patients after changes in therapy, but the Stroop test showed
no significant changes.

And goes also with the results reported by Jinggang and
his colleagues, 1995 as regards the comparison of the two
drug groups on word recall test again showed poorer
performcance of the PHT group. In the list-learning task, the
CBZ group showed a trend to learn more rapidly than did the
PHT group during the first four trials.No significant difference,
were noted between the groups in the decision-making task or

the tracking task.

2) According to side effects of AED's in

general:
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In our study there was no significant difference
between GME and TLE groups as regards the side
effects of the used AED's.

The finding of this study goes with results reported by
Decker and his colleagues, 1997 as regards the using the
“‘wait and see” approach may lead to underreporting. 2)
Routine laboratory monitoring of epilepsy is not efficient, 3)
conclusions (1) and (2) are supported by the literature. In
particular sedation and cognitive impariments are said to be

underreported. These finding have repercussions for patients

3) According to side effects of each AED
Drug :

In our study GME patients were suffered
significantly from Tegretol (Carbamazepine) side effects
more than TLE patients.

When there were no significant differences between
GME and TLE groups concerning the side effects of other
antiepileptic drugs (Depakine, Rivotril and Epanutine)

The finding of this study goes with results reported by
Kaufman and his colleagues, 1997 as regards the
hepatotoxicity from anticonvulsants, especially cabamazepine
and valproic acid, is a well known complication monitored by

epileptologists. With the advent of these agents in the
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treatment of bipolar affective disorders, it is cirtical that

psychiatrists be aware of the need for liver function monitoring.

The finding of this study goes with results reported by
Decker and his colleagues, 1997 as regards the particular
sedation and cognitive impariments are said to be
underreported. These finding have repercussions for patients

management.

And goes also with the results reported by Haskem and
his colleagues, 1997 as regards the side effects of sodium
valproate could be attributed to the changes of the

neurotransmitters.

And goes also with the results reported by Geladze and
his colleagues, 1997 as regards the carbamazepine (CBZ)
medication needs detailed longitudinal EEG control for right

management of treatment.

And goes also with the results reported by Grace and his
colleagues, 1997 as regards the clobazam does not appear to
have adverse cognitive effects compared to standard

monotherapy.

And goes also with the results reported by Schmitt and
his colleagues, 1997 as regards the optimal therapy regimen
for one of the commonest epilepsies of childhood a waits

prospective evaluation.
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And goes also with the results reported by Reetta and his
colleagues, 1995 as regards the VGB appears to be an
effective to be an effective and safe antiepileptic drug as
primary monotherapy, with fewer cognitive side effects than
CBZ.

And goes also with the results reported by Matthews and
his colleagues, 1975 as regards the patients with toxic levels

perform worse than patients with non-toxic levels.

And goes also with the results reported by Dodrill and his
colleagues, 1977 as regards the sodium valproate and

carbamazepine are certaily less toxic.

And goes also with the results reported by Piattella and
his colleagues, 1995 as regards the higher incidence of
significant side effects with carbamazepine versus vigabatin
(VGB).

And goes also with the results reported by Ossetw and
his colleagues, 1968 as regards the patients has a higher
incidence of toxic serum drug levels, earlier onset of seizures

and poorer control of seizures.

And goes also with the results reported by Gus and his
colleagues, 1995 as regards the twentry-four percent of
patients were clinically anxious. 10% were clinically
depressed, and approximately one fifth left stigmatized by
their epilepsy. Many side effects of antiepileptic drug treatment
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were reported, with CNS side effects being the most common.
Rates of employment and marriage were low as compared with

the U.K. national average.

The finding of this study goes with results reported by
Rancci and his colleagues, 1995 as regards the immune
response did not correlate with clincial evolution; moreover,
difference were not observed between idiopathic and

symptomatic epileptic children.

4) Amount of drug intake (Monotherapy):

In our study there was no significant difference
between GME and TLE groups as regards amount Of
Epanutin intake.

However, there was significant difference between
GME and TLE shows that GME patients was used
Tegretol more than TLE and that TLE patients was used
Depakine and Rivotril more than GME.

The finding of this study goes with results reported by
Brodie and his colleagues, 1995 as regards the preliminary
report comparing the cognitive effects of OCBZ and phenytoin
in mewly diagnosed epilepsy showed no difference between
the drug. OCBZ is a promising new antiepileptic drug that may

have a bening effect of cognition at therapeutic dosage.
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And goes also with the results reported by Trimble and
his colleagues, 1990 as regards the however, there appears to
be a dissociation between AEDs that affect higher cognitive
function, e.g. phenytoin, and those mainly affecting motor
Jfunction, e.g. carbamazepine, which appears to increase speed
of performance.

And goes also with the results reported by Dennis and
his colleagues, 1988 as regards the combined with a study
design which encouraged physicians to lower the dose when
unacceptable toxicity intervened resulted in a very different

subject population

S5) According amount of drug intake
(polytherapy):

In our study there were no significant difference
between GME and TLE patients as regards the combined
therapy of Tegretol / Rivotril / Epanutine, Depakine /
Epanutine, Rivotril / Epanutine, Tegretol / Rivotril /
Depakine, Tegretol / Rivotril / Epanutine.

In the other hand, there was significant difference
between GME patients as regards combined therapy of
Depakine / Tegretol.

There was tendency of TLE to Depakine / Tegretol
combination more than GME.
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Our finding goes with the results reported by Kaufman
and his colleagues, 1997 as regards the hepatotoxicity from
anticonvulsants, especially cabamazepine and valproic acid, is
a well known complication monitored by epileptologists. With
the advent of these agents in the treatment of bipolar affective
disorders, it is cirtical that psychiatrists be aware of the need

for liver function monitoring.

And goes also with the results reported by Perucca
and his colleagues, 1997 as regards the although most
clinicians attempt to treat epilepsy on the basis of
monotherapy, the need for polytherapy in fraction of the
patient population makes drug interactions a significant issue.
The problem od drug interactions also must be considered in
the design and interpretation of clinical trials in which a new

drug is added to pre existing treatment.

And goes also with the results reported by Czapinska
and his colleagues, 1997 as regards the in cognitive functions,
only patients on PHT showed transient and mil impairment of
memory function and subjects on PB — memory deficits. The
above cognitive finding combined with the frequency of adverse
effects suggest the following order of drug selection: valproic

acid, carbamazepine, phenobarbital and phenytoin.

350



6) According to the duration drug intake:

In our study there was a significant difference
between GME and TLE patients concerning the duration
of drug intake showing that:

GME was more than TLE patients in be Longer in
duration of drug intake (speacially in patients with drug
intake duration of more than 5 years).

The finding of this study goes with results reported by
Vermeulen and his colleagues, 1997 as regards the in children
with recurrent seizure, subjective seizure severity measured
with the Hague Seizure Severity was not different after 1 year

of treatment.

Our finding goes also with the results reported by
Czapinski and his colleagues, 1997 as regards the studies
directly evaluating the efficacy of such monotherapy when two
drug are compared. The initially observed difference in drug

effectiveness disappears in long-term therapy.

And goes also with the results reported by Hooge and his
colleagues, 1997 as regards the however, the unfavourable
ratio of therapyeutic dose versus dose inducing memory or
motor impairment supports the prevailing notion that such
adverse effects or the presently available compounds have

precluded the use of NMDA antagonists as long-term therapies.
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ii- In details

a) Patients on monotherapy medication

In our study there were significant decrease in
either or all of immediate memory, auditory attention,
short memory and internal visual scanning in TLE
patients on monotherapy medication.

This means that monotherapy has a role in
decreasing either or all of immediate memory, auditory
attention, short memory and internal visual scanning in
TLE patients. This beside the role of TLE itself in
decreasing that.

The finding of this study goes uwith results reported by
Czapinski and his colleagues, 1997 as regards Studies directly
evaluating the efficacy of such monotherapy when two drug
are compared.The initially observed difference in drug
effectiveness disappears in long-term therapy.

The finding of this study goes also with results reported
by Conry and his colleagues, 1997 as regards the in view of
the low risk of epilepsy and the known cognitive and
behavioural effects of AED, AED should be used more

cautiously in ECMO survivors.
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b)Patients on Depakine (Na valproate) monotherapy:

In our study there was a significant increase in
patients on Depakine (Na valproate) monotherapy lie
scale in GME patients on monotherarpy with whether
low dose or both low & high dose of depakine

monotherapy.

This means that depakine monotherapy in high or
low dose has a role in increase lie scale in GME patients.
This beside the role of GME itself in increasing lie scale.

The finding of this study goes with results reported by
Chris and his colleagues, 1995 as regards the they evaluated
safety and efficacy of Depakote (divalproex sodium, (VPA)
monotherapy in the treatment of batients with complex
seizures (CPS) administered to achieve high (80 - 15 ug/mi)
total trough piasma concentrations of VPA, with alow VPA

concentration group (25-50 ug/ml) as active control.

¢) Patients on Carbamazepine (Tegretol):

monotherapy: (whether with low, high dose or both)

In our study there were significant decreases in
sustained attention, persistencey, psychomotor speed,

visuomotor coordination and learning ability in TLE
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patients on low dose of monotherapy with

Carbamazepine (Tegretol).

This means that Tegretol in monotherpay has a
great role in decrease sustained attention, persistencey,
psychomotor speed, visuomotor coordination and

learning ability in TLE patients. This beside the role of
TLE itself in decreasing that.

The finding of this study goes with results reported by
Trimble and his colleagues, 1990 as regards the individual
AEDs have been shown to differ-the deleterious effects of
phenytoin generally contrasting with the relatively minimal

effects of valproate and carbamazepine.

There were also significant decreases in (either or
all of immediate memory, auditory attention, short
memory and internal visual scannings) in TLE patients

on monotherapy with carbamazepire (Tegretol).

This means that monotherapy with tegretol has a
role in decrease in TLE patients. This beside the role of
TLE in decrease that.

The finding of this study goes with results reported by
Reetta and his colleagues, 1995 as regards the VGB appears
lo be an effective an dsafe antiepileptic drug as primary
monotherapy, with fewer cognitive side effects than CBZ.
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There were also significant decreases in either or
all of immediate memory, auditory attention, short
memory and internal visual scannings in GME patients
on monotherapy with high dose of carbamazepire

(Tegretol).

This means that monotherapy with Tegretol in high
dose has a role in decreasing either or all of immediate
memory, auditory attention, short memory and internal
visual scannings in GME patients. This beside the role of
GME in decreasing that.

The finding of this study goes with results reported by
Michael and his colleagues, 1988 as regards the differences in
the behavioural toxicity profile of the anticonvulasant drugs
with regards to their impact on cognitive function. In all of the
studies carbamazepine comes out as the drug with the least
impact, while phenytoin, and where studied clonazepam,

appear to have maximal effect.

There were also a significant increase in anxiety in
TLE patients on high dose of monotherapy with

carbamazepire (Tegretol).

This means that monotherapy with Tegretol in high
dose has a great role in increase anxiety in TLE

patients. This beside the role of TLE in increase anxiety.
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The finding of this study goes with results reported by
Henriksen and his colleagues, 1990 as regards the balance is
required because epileptiform discharges and even occasional
seizures may be less disabling than side effects from large

doses of several drugs.

There were also a significant increase in depression
in GME patients on either high or low dose of

monotherapy with carbamazepire (Tegretol).

This means that monotherapy with Tegretol
whether low or high dose has a role in increase
depression in GME patients. This is beside the role of

GME in increase depression.

The finding of this study goes with results reported by
Jinggang and his colleagues, 1995 as regards the findings
have implications for the choice of drug in the management of
epilepsy and also for the reported claims of a psychotropic
effect of CBZ.

There were also significant decreases in sustained
attention, persistencey, psychomotor speed, visuomotor
coordination and learning ability in GME patients on
either low or high dose of mono therapy with

carbamazepine (Tegretol).
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This means that monotherapy with tegretol either
low or high dose has a role in decreasing sustained
attention, persistencey, psychomotor speed, visuomotor
coordination and learning ability in GME patients. This
beside the role of GME in decreasing that in epileptic
patients.

The finding of this study goes with results reported by
Colin and his colleagues, 1995 as regards the patients were
given psychological testing on a battery which included
memory, attention and concentration, perceptual speed,
decision making speed and motor speed tasks.Experimental
and clinical data suggest that lamotrigine (LTG) is relatively

nonsedative and that is has positive effects on cognition and

affect

b) Patients on polytherapy medication:
1- With average dose:

In our study there were significant decrease in
sustained attention, persistency, psychomotor speed,
visuomotor coordination and learning ability in TLE

patients on poly therapy with average dose.

This means that pPsytherotisy with average dose has
a role in decreasing sustained attention, persistency,

psychomotor speed, visuomotor coordination and
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learning ability in TLE patients. This is beside the role
of TLE itself in decreasing that. ‘

The finding of this study goes with results reported by
Trimble and his colleagues, 1995 as regards that although
individual drugs may thus have a different impact with
regards to cognitive function, polytherapy itself may be an
important  variable.Lowering the anticonvulsant prescription
load of children improves cognitive performance, while

increasing it has a deleterious effect on learning abilities.

The finding of this study goes with results reported by Trimble and
his colleagues, 1995 as regards Prolonged and frequently repeated
seizures are typically associated with more severe effects on
cognitive functioning, particularly if epilepsy is symptomatic

i.e., secondary to a demonstrable brain lesion.

2- With high dose:

In our study there was a significant increase in
psychotocism in GME patients on high dose of
polytherapy mediation.

This means that polytherapy with high dose has a
great role in psychoticism in TLE patients. This is beside
the role of GME itself in decrease psychoticism.
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The finding of this study goes with results reported by
Spector and his colleagues, 1995 as regards the possibility of
psychological intervention for the management of seizures
seems promising, especially for patients whose seizures are

not controlled by medication.

There was also a significant increase in neuroticism

in GME patients on high dose of polytherapy mediation.

This means that polytherapy in high dose has a
great role in increase neuroticism in GME patients. This

is beside the role of GME itself in increase neuroticism.

The finding of this study goes with results reported by
Ignatowicz and his colleagues, 1995 as regards the
psychotropic effect of Tegretol CR was effective in periodical
psychotic and behavior disturbances in epilepsy.

3- Patients on polytherapy with Sodium Valproate
(Depakine) and Carbamazepine (Tegretol):(Whether
with low, high dose or both):

In our study there was a significant increase in
anxiety in GME patients on low dose of polytherapy with

sodium valproate (Depakine) and Carbamazepine
(Tegretol).
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This means that polytherapy with Depakine and
Tegretol in low dose has a great role in increase anxiety
in GME patients. This is beside the role of GME itself in

increase anxiety.

The finding of this study goes with results reported by
Bozdemir and his colleagues, 1997 as regards the although
carbamazepine (CMZ) and sodium valproate (NaV) are used for
the treatment of different type of seizures, it is well known that
their effect is on the ionic channels, recent studies have
suggested that the two drugs are equally efficacious in the
treatment of both generalised treatment of partial seizures. We
investigated the efficacy of these drugs in the treatment of

partial sizures.

Our finding goes also with the results reported by
Kaufman and his colleagues, 1997 as regards the
Hepatotoxicity from anticonvulsants, especially cabamazepine
and valproic acid, is a well known complication monitored by
epileptologists. With the advent of these agents in the
treatment of bipolar affective disorders, it is cirtical that

psychiatrists be aware of the need for liver function monitoring.
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7) Seizures control:

i- Generally:

a) Controlled seizures

In our study there was no significant difference
between GME and TLE groups as regards patients with

controlled seizures.

The finding of this study goes with results reported by
Aldenkamp and his colleagues, 1995 as regards the cognitive
effects are sometimes the effects of chronic treatment, but most
of our knowledge is produced by normal volunteer studies that

use periods of drug exposure varying form 1 day to 1 month.

Our finding goes also with the results reported by Wang
and his colleagues, 1997 as regards the tolerance/dependence
to antiseizure of CZP were not metabolic and mainly related to

GMBA4 — R down-regulation/ up-regulation.

The finding of this study goes with results reported by
Tohru and his colleagues, 1995 as regards the EEG findings,
remaining paroxysmal discharges did not necessarily mean
the occurrence of relapse, but the changes in background
activity with age, which may indicate CNS maturation, were
significant different between the batients with or without

relapses. Our results suggest that the factors related to age
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should be considered according to the epileptic syndrome when

one decides to discontriue AED treatment.

There is also a significant difference between GME
and TLE groups as regards type of controlled seizures
patients (on monotherapy or polytherapy). GME patients
shows a tendency to controlled seizure pateints on

monotherapy more than TLE patients.

The finding of this study goes with results reported by
Quattrini and his colleagues, 1997 as regards the drug
resistant patients showed positive correlation with mental
findings, very early age of epilepsy onset, higher frequency of
status epilepicus. To try to understand the significance and
mechanism of drug-resistance further parameter have been
investigated, the most relevant of them are the duration of

ulness, the risk factor for epilepsy and the therapy.

The finding of this study goes with results reported by
Rodin and his colleagues, 1986 as regards the control of
seizures was found to be associated with IQ in a study (who
noted a stable or increases IQ for patients in remission, but a
decrease in IQ or patients with poorly controlled epilepsy.
These changes were small, however, and not statistically

significant.
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The finding of this study goes with results reported by
Halstead and his colleagues, 1957 as regards the degree of
seizure control would also seem to be important, good control
being associated with higher IQ values. But again, there are

conflicting reports.

b)None controlled seizures

In our study there also was no significant
difference between GME and TLE groups as regards
patients non-controlled seizures.

The finding of this study goes with results reported
by Nikolaishvili and his colleagues, 1997 as regards the
general sign was dis-co-ordination between seizure control and
normalisation of EEG patterns during the treatment. Even
without seizures the daytiem EEG and 24h EEG monitoring
show the focal dysrrhthmia appearance of slowing of sharp

waves after stimulation (hyperventilation, sleep deprivation)

The finding of this study goes with results reported by
Pauli and his colleagues, 1997 as regards the chemical Shift
Imaging (CS) seems to be able to predict memory functions of
patients in TLE.

There is also a significant difference between GME
and TLE groups as regards type of non-controlled

seizure patients (on monotherapy or polytherapy). GME
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patients shows a tendency to non-controlled seizure

patients on monotherapy more than TLE patients.

The finding of this study goes uwith results reported by
Czapinski and his colleagues, 1997 as regards the recent
studies indicate a possibility of successful treatment of drug-
resistant  epileptic  seizures employing new genration
antiepileptic drugs used in monotherapy. However, the date
are scant, similarly as studies directly evaluating the efficacy
of such monotherapy when two drug are compared. The
inttially observed difference in drug effectiveness disappears in

long-term therapy.

ii- In details
a) Patients without Controlled seizures:

In our study there were significant decreases in
coceptualization, concrete thinking, and general mental
ability in GME patients without controlled seizures on
either monotherapy or polytherapy.

This means that uncontrolled seizures with mono
or polytherapy has a great role in decreasing
coceptualization, concrete thinking, and general mental
ability in GME patients. This is beside the role of GME

itself in decrease that.
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The finding of this study goes with results reported by
Trimble and his colleagues, 1995 as regards the difficult of
interpretation is the number of variables that may influence
cognition. Such as polytherapy and seizure Jfrequency, for

which these studies have not been able to control.

There was also significant increase in introversion
in TLE patients without controlled seizures on either

monotherapy or polytherapy.

This means that controlled seizures on mono or
polytherapy has a great role in increase introversion in
TLE patients. This is beside the role of TLE itselfin

increase introversion.

The finding of this study goes with results reported by
Matinez and his colleagues, 1995 as regards the efficacy of
VGB analyzed by seizure type showed 66% of patients with
complex partial seizures to have complete remission. Our
results indicate that VGB has significant antiepileptic activity
when added to the standard therapy of some children with

intractable epilepsy.

There was also significant increase in lie scale in
GME patients without controlled seizures on either
monotherapy or polytherapy.
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This means that controlled seizures on mono or
polytherapy has a great role in increase lie scale in GME
patients. This is beside the role of GME itself in increase

lie scale.

The finding of this study goes with results reported by
Muscas and his colleagues, 1997 as regards the clinical trials
do not provide all the information on practical use of
antiepileptic drugs (AEDs) in patients with epilepsy of variable
severity, especially regarding optimal daily dosage, and long-
term efficacy and folerability. Through a multicentre, open-lable
study, in condition as close as possible to clinical practice, the
long-term efficacy, tolerability and safety of Gabapentin (GBP)
as add-on therapy were assessed in a large population of
patients with uncontrolled partial epilepsy in whom previous

AEDs treatment was poorly tolerated.

The finding of this study goes also with results reported
by Shorvon and his colleagues, 1979 as regards the their
suggest that rationalization of polytherapy brings improvement

of mood.

b)Patients with Controlled seizures:

366



In our study there were significant decreases in
attention and response rate in GME patients with

controlled seizures on either monotherapy or

polytherapy.

This means that controlled seizures on
monotherapy or polytherapy has a great role in
decreasing attention and response rate in GME patients.
This beside the role of GME itself in decrease that.

The finding of this study goes with results reported by
Quattrini and his colleagues, 1997 as regards the drug
resistant patients showed positive correlation with mental
retardation, complex partial seizures, pathological CT and/or
MRI findings, very early age of epilepsy onset, higher
frequency of status epielpticus.

There were significant increase in anxiety in TLE
patients with controlled seizures on either monotherapy

on polytherapy.

This means that controlled seizures on mono or
polytherapy has a role in increase anxiety in TLE

patients. This beside the role of TLE in increase anxiety.

The finding of this study goes with results reported by
Maria and his colleagues, 1995 gs regards the therapy with

either CBZ or PB was equally effective in seizure control.
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There was also significant increase in lie scale in
TLE patients with controlled seizures on either

monotherapy or polytherapy.

This means that controlled seizures on mono or
polytherapy has a great role in increase lie scale in TLE
patients. This is beside the role of TLE itself in increase

lie scale.

The finding of this study goes with results reported by
Moran and his colleagues, 1997 as regards the patients
referred for surgery of intractable TLE benefit from Oa
structured psychiatric evaluation of their extensive and
significant coexisting psychiatric illness and psychosocial

disability.

8) Compliance:

I ) Generally
a) Compliant patients
In our study there was no significant difference
bettween GME and TLE groups as regards compliance.
The finding of this study goes with results reported by
Ossetw and his colleagues, 1968 as regards the even though

the total toxicity battery did reveal some differences in the
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cognitive effects of these four drugs, the most striking finding is
that there were so few mearningful differences in the individual
subtests. It is likely that when batients are managed by
experienced epileptologists adverse effects of AEDs are

minized.

There is a significant difference between GME and
TLE groups as regards type of compliant patients (on
monotherapy or polytherapy). GME batients shows
tendency to compliant on on monotherapy more than
TLE patients.

The finding of this study goes with results reported by
Henriksen and his colleagues, 1990 as regards the thompson
and Trimble have investigated memory among other cognitive
functions in a number of studies with epileptic patients, and
volunteers given anti-epileptic drugs. They have consistently
employed the same battery of tests. Their memory test consists
of immediate and delayed recall of twenty words and twenty
pictures, followed by a recognition test of the items embedded
in distractor items. (Thompson etal, 1 982). Found improved
memory function in patients undergoing reduction in
polytherapy or substitution of their discharges and even
occasional seizures may be less disabling than side effects

Sfrom large doses of several drugs.
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b) Non compliant patients

In our study there also was no significant
difference between GME and TLE groups as regards non-
compliance.

The finding of this study goes uwith results reported by
Trimble and his colleagues, 1995 as regards the although
individual drugs may thus have a different impact with
regards to cognitive function, polytherapy itself may be an
important  variable.Lowering the anticonvulsant prescription
load of children improves cognitive performance, while

increasing it has a deleterious effect on learning abilities.

There is a significant difference between GME and
TLE groups as regards type of non-compliant patient (on
montherapy or polytherapy ).GME patients shows a
tendency to non-compliant on monotherapy more than
TIE patients

The finding of this study goes with results reported by
Muscas and his colleagues, 1997 as regards the clinical trials
do not provide all the information on practical use of
antiepileptic drugs (AEDs) in patients with epilepsy of variable
severity, especially regarding optimal daily dosage, and long-
term efficacy and folerability. Through a multicentre, open-lable
study, in condition as close as possible to clinical practice, the
long-term efficacy, tolerability and safety of Gabapentin (GBP)

as add-on therapy were assessed in a large population of
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patients with uncontrolled partial epilepsy in whom previous

AEDs treatment was poorly tolerated.

ii- In details

a) Compliant patients

i-Compliance on polytherapy:

In our study there were also significant decreases
in either or all of immediate memory, auditory
attention short memory and metnal visual scanning in
GME complient patients or polytherapy.

This means that complient patients on polytherapy
has a great role in decreasing either or all of immediate
memory, auditory attention short memory and metnal
visual scanning in GME patients. This beside the role of
GME itself in decrease that.

The finding of this study goes with results reported by
Kowalik and his colleagues, 1995 as regards the behavioral
disorders (apart from peri-ictal phase), especially aggression,
have been observed in adults and children with temporai lobe

epilepsy (TLE) in about one third of cases.
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Fifty-eight percent of the children with behavioural
distubances showed improvement of their psychic disorder
after surgery. All these patients remained seizure-free.

The finding of this study goes with results reported by
Cerullo and his colleagues, 1997 as regards the intractable
epilepsies are associated with more seizure types during
ilness evolution a probable expression of multiple independent

EEG foci; epileptic drop attacks and mental deterioration.

There were also significant decreases in attention
and response rate in GME compliant patients in either
mono or polytherapy.

This means that compliant on mono or
polytherapy has a great role in decrease attention and
response rate in GME patients. This beside the role of
GME itself in decrease attention and response rate.

The finding of this study goes with results reported by
Murthy and his colleagues, 1997 as regards the severe moto
and intellectual disabilities (SMID) is term used to describe a
heterogeneous group of disorders, including cerebral palsy,
profound mental retardation and intractable epilepsy. A few
patients achieved control of epilepsy in adolescence, but the
majority suffered from epilepsy throughout their lives.

Seizure seminology referable to temporal lobe and frontal

lobe had lower remission rates and this was much more so in
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patients with cryptogentic epilepsy. Life table analysis of the

data will be presented.

ii- Compliance on monothrapy;

In our study there were significant decreases in
attention and response rate in GME compliant patients
on monotherapy.

This means that compliance of patients on
monotherapy has a great role in decreasing attention
and response rate in GME patients. This is beside the
role of GME itself in decrease attention and response
rate.

The finding of this study goes with results reported by
Cerullo and his colleagues, 1997 as regards the intractable
epilepsis are associated with more seizure types during illness
evolution a probable expression of multiple independent EEG

faci; epileptic drop attacks and metnal deterioration.

There was also significant increases in lie scale in
GME compliant patients on monotherapy.
This means that compliant patients on mono or

polytherapy has a great role in increase lie scale in
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GME patients. This beside the role of GME role in
increase lie scale. "

The finding of this study goes with results reported by
Andrewes and his colleagues, 1986 who compared new
referrals with epilepsy, well controlled on single drug therapy,
with either phenytoin or carbamazepine and an untreated
control group with respect to their performance on a number of
cognitive tasks.

The finding of this study goes also with results reported
by Smith and his colleagues, 1985 as regards the noticed
significant between the groups in favour of carbamazepine
was reported to have the least effect on a number of tasks
including finger tapping, colour naming, a Peg board test, a
digit symbol substitution test, and discriminative reaction time.
Phenytoin and phenobarbitone provided the worse scores, and

correlations between deterioration and serum levels were

noted.
iii- Compliance on either mono or
polytharapy:

In our study there was significant increases in
introversion in TLE compliant patients in either mono or
polytherapy.

This means that compliant patients on mono or

polytherapy has a great role in increase introversion.
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This beside the role of TLE itself in increase
introversion.

The finding of this study goes with results reported by
Geladze and his colleagues, 1997 as regards the
Carbamazepine (CBZ) medication needs detailed longitudinal

EEG control for right management of treatment.

II)Non-compliant patients:

i- On monotherapy

In our study there was a significant increase in
introversion in TLE non-compliant patients on
monotherapy.

This means that non- compliance of patients on
monotherapy has a great role in increase introversion
in TLE patients. This beside the role of TLE itselfin
increase introversion.

The finding of this study goes with results reported by
Murthy and his colleagues, 1997 as regards the seizure
seminology referable to temporal lobe and frontal lobe had
lower remission rates and this was much more so in patients
with lower remission rates and this was much more soin
patients with cryptogenic epilepsy. Life table analysis of the

data will be presented.
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ii- On polytherapy:

In our study there was a significant increase in lie

scale in GME non-compliant patients on polytherapy

This means that non - compliance of patients on
polytherapy has a great role in increase lie scale in GME
patients. This beside the role of GME itself in increase

lie scale

The finding of this study goes with results reported by
Salke and his colleagues, 1997 as regards the children and
adolescents with severe epilepsy, along-term hospitalisation
may be inevitable. We asked if such a hospitalisation is

justified in relation to the outcome.

iii-Mono or polytherapy:

In our study there was a significant increase in
introversion in TLE non-compliant patients in either
mono or polytherapy.

This means that compliance of TLE patients on
either mono or polytherapy has a great role in
increasing introversion in TLE patients. This is beside

the role of TLE itself in increase introversion.
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The finding of this study goes with results reported by
Wai - Keong and his colleagues, 1997 as regards the magnetic
resonance imagining evaluation of patients with intractable
partial epilepsy is useful. 43% have changes consistent with

mesial temporal sclerosis and are possible candidates for

epilepsy surgery.

IV) EEG:

N.B :
i- Generally means the comparison between

GME, TLE and control groups

concerning the EEG.
ii- In details means the relation between

different aspects of EEG and

performance on the different

psychometric tests

i- Generaly:

In our study ,as regards the EEG of the GME
patients neralized activity , 19.2% with temporal
discharges with secondary generalization and 2.7 %

without EEG changes .
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And as regards the EEG of the TLE patients, were
33.02 % with right temporal discharges there , 53.77%
with left temporal discharges and 13.21% with bi-

temporal discharge

ii- In Details

In our study , Patients with EEG temporal focci
showed significant decreases in sustained attention,
persistency, psychomotor speed, visuomotor
coordination and learning ability ability more than EEG
patients with temporal focci.

The finding of this study goes with results reported by
Jolanta and his colleagues, 1988 as regards the impairment of
sustained attention, as measured by the CPT, is batients with
centrencephalic epilepsy was already noted in early studies,
have demonstrated that this deficit was associated with
spikewave activity, as shown by simultaneous EEG monitoring
and task performance. Symmetrical, reqular and synchronous

bursts produced more deficit in performance than other bursits.

Patients with EEG of ELT temporal focci decreases
in either or all of immediate memory, auditory
attention, short memory and internal visual scanning
more than patients with EEG of Generalized subcortical
activity and of Rt. temporal focci respectively.

378



Our finding goes with the results reported by Trimble and
his colleagues, 1995 as regards the difficult of interpretation is
the number of variables that may influence cognition. Such as
polytherapy and seizure frequency, for which these studies

have not been able to control.

Patients with EEG of similarities Generalized
activity showed significant decreases in
conceptualization concrete thinking, and general mental
ability more than patients with EEGs of secondary
generalization.

The finding of this study goes with resuits reported by
Herronz and his colleagues, 1995 as regards the rufther
studies of monotherapy in newly diagnosed patients with any
types of seizures is recommended for better definition of the
efficacy and safety profile of VGB.

Patients with EEG of Rt temporal focci showed
significant decreases in attention and response rate
more than EEG of secondary generalization.

The finding of this study goes with results reported by
Henriksen and his colleagues, 1990 as regards the
computerized neuropsychological testing with simultaneous
EEG recording may reveal the influence of epileptifrom
discharges on cognitive fuction and also help to evaluate the

effects of antiepileptic drugs.
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Patients with EEG’s of the temporal focci showed
significant increase in impulsively, response rate, more
than Rt. temporal focci with EEG’s of generalized
subortral activity.

This goes with the results reported by Christine and his
colleagues, 1988 as regards the in a direct comparison of
different seizure types, found that children with partial
seizures obtained better scores on some Wechsler subtests

than did those with generalized.

Patients with EEG temporal focci showed
significant decreases in sustained attention, ersistency,
psychomotor speed, visuomotor coordination and
learning ability ability more than EEG patients with
temporal focci.

The finding of this study goes with results reported by
Jolanta and his colleagues, 1988 as regards the impairment of
sustained attention, as measured by the CPT, is patients with
centrencephalic epilepsy was already noted in early studies,
have demonstrated that this deficit was associated with
spikewave activity, as shown by simultaneous EEG monitoring
and task performance. Symmetrical, regular and synchronous
bursts produced more deficit in performance than other bursits.

Our finding goes also with the results reported by Mar
Kovic and his colleagues, 1995 as regards the neuropsychological changes
obserbed after right temporal lobe resections indicate a role in memory for

nonverbal material by the nondominant temporal lobe, but the relative
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contribution of the hippocampal subfields to this process has not been
established.

The relationship between seizure type and intellectual
ability is unclear. However, some investigators have found no
relationship between petitmal seizures and IQ. Children with
grand and seizures, psychomotor or partial seizures have also
been found to be unimpaired on tests of intellectual ability.

And goes also with the results reported by Ladavas and
his colleagues, 1979 as regards the investigated left versus
right hemisphere memory function as assessed by the STM
and LTM performance on a variety of verbal and non-verbal
test. Although the STM tasks did not differentiate between the
left and right temporal lobe foci patients, the LTM tasks did not
differentiate between the left and right temporal lobe foci
patients, the LTM tasks did so, in the expected verbal/non-
verbal direction. Similar results were obtained by (Delaney et
al., 1980) who found that differences between the rnight and
left TLE patients were not apparent on immediate recall of
either the verbal or non-verbal material, but only on delayed

recall.

Patients with EEG of TLE temporal focci decreases
in either or all of immediate memory, auditory
attention, short memory and internal visual scanning
more than patients with EEG of Generalized subcortical
activity and of Rt. temporal focci respectively.
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The finding of this study goes with results reported by Mc
Mackon and his colleagues, 1997 as regards the patients with
right sided seizures showed a greater difference score on the
VR than on the LM subtest (p<0.05), while those with left sided
seizures foci showed greater difference scores of the LM
compared to the VR subtests.

Our finding goes also with the results reported by
Hendriks and his colleagues, 1997 as regards the patients
with a left temporal focus were significant more impaired in
learning verbal episodic knowledge, a left temporal focus, the
performances on episodic memory tasks correlated with the
Scores on semantic memory tasks with regard to knowledge of
categorical information. There is no relation with other aspects
of semantic memory.

And goes also with the results reported by Sang and his
colleagues, 1995 as regards their findings indicate that
memory functions of the epileptic dominant hemisphere are
weakly disrupted, whereas memory functions of the epileptic
nondominant hemisphere are more strongly disrupted.
Consequently, memory functions of the epileptic dominant
hemisphere are relatively good, but memory functions of the
epileptic nondominant hemisphere are very poor.

And goes also with the results reported by Bolling and his
colleagues, 1995 as regards the considerable evidence has
confirmed a complementary specialization of the temporal

lobes for information processing and retention in man.
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According to this hypothesis, early isolated cerebral
lesions of the LH will strongly influence cognitive functions of
the RH, whereas isolated lesions of the RH do not influence LH
functions to the same extent due to q lesser reorganization

capacity of the LH.

Patients with EEG of similarities Generalized
activity showed significant decreases in
conceptualization concrete thinking, and general mental
ability more than patients with EEGs of secondary
generalization.

The finding of this study goes with results reported by
Chan and his colleagues, 1997 as regards the attempt to
correlate these histopathologies with patients gender, seizure
types, age of onset, MRI findings and surgical outcome.
Epilepsy onset is most Jrequent between age 1-S years.
Patients without secondarily generalized seizures have better
long-term prognoses.

Our finding goes also with the results reported by Lee
and his colleagues, 1997 as regards the frequency of 2nd GS
in patients with TLE was found to be an important factor in the

prognosis, even in age matched comparisons.

Patients with EEG of Rt temporal focci showed
significant decreases in attention and response rate

more than EEG of secondary generalization.
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The finding of this study goes with results reported by
Henriksen and his colleagues, 1990 as regards the
computerized neuropsychological testing with simultaneous
EEG recording may reveal the influence of epileptifrom
discharges on cognitive fuction and also help to evaluate the

effects of antiepileptic drugs.

Patients with EEG's of Rt. temporal Jocci showed
significant decreases in attention and response rate

more than EEG's of secondary generalization.

Patients with EEG's of Rt. temporal Jocci showed
significant decreases in attention and response rate

more than EEG's of secondary generalization.

Patients with EEG's of generalized sub-cortical
activity showed significant increase in impulsivety, more
than patients with free EEG's with clinical convulsions.

The finding of this study goes with results reported by
Aleksic and his colleagues, 1997 as regards the EEG Sollow-up
has shown relationship between quantity of discharges and

clinical findings.

Patients with EEG’s of Lt. temporal focci showed

significant increase in impulsivety, and decrease in
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response rate and attention, more than patients with
EEG's of Rt. temporal focci with EEG’s of generalized

sub-cortical activity.

Patients with EEG's of generalized sub-cortical
activity showed significant increase in impulsivety and
decrease attention and response rate more than patients

with EEG's of secondary generalized activity.

No significant difference in anxiety between
different groups

The finding of this study goes with results reported by
Maryek and his colleagues, 1997 as regards the sometimes
severeattacks, with prologed tonic conulsions occurred without
loss of consciousness. Paroxysmal conditions were very
frequent and sometimes accompanied with fear, anxiety.
Differentiation between epileptic and pseudo-epileptic seizure
was often difficult because of a typical EEG too. Cognitive
defects, emotional instability  increased rapidly. The
psychosocial consequences were especially significant for the
patients of efficiency age. In spite of intensive complex
treatment the curable effect in most patients was poor.

Our finding goes also with the results reported by Binnie
and his colleagues, 1990 as regards the in some individuals,

Suppression of discharges by antiepileptic drugs has
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demonstrable improved psychological function, but further
work is required to determine the indications for such

treatment.

Patients with EEG's of Lt. temporal focci with
secondary generalization showed significant increase in
depression more than patients with EEG's of Lt.

temporal focci only.

The finding of this study goes with results reported by
Savic and his colleagues, 1997 as regards the none positive
correlation between the number of seizure and the amount

interictal epileptiform activity.

Our finding goes also with the results reported by Euan
and his colleagues, 1988 as regards the uncoordinated
behaviour clinically typical cases can be found despite lack of

characteristic EEG changes.

Patients with EEG's of Lt. temporal focci showed a
significant increase in introversion more than patients
with EEG's of generalized sub-cortical activity.

Patients with EEG's of Rt. Temporal Jocci showed a

significant increase in introversion more than patients
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with EEG's of Rt Temporal focci with secondary

generalization.

Patients with EEG's of generalized sub-cortical
activity showed increase in introversion more than
patients with EEG's of secondary generalization.

The finding of this study goes with results reported by
Abdulghani and his colleagues, 1997 as regards the children
with abnorma EEG had significant deterioration of personality
and behaviour adjustment. This was more apparent in patients
with focal EEG dysrhythmia. Intellectual deterioration was not
related to EEG abnormalities.

Our finding goes also with the results reported by Coline
and his colleagues, 1988 as regards the based on the idea that
paroxysmal disorders of behaviour arise Jorm paroxysmal
discharges of subcortical Structures which were not
necessarily recorded in the EEG Sfrom the surface of the cortex.

It was recognition that electrical discharges in the EEG
correlated with observed seizure behaviour that lead to a
taxonomy of epilepsy based on EEG waveforms. Indeed, the
Jirst international classification of epilepsy relied heavily on
different EEG pictures for different diagnoses.

And goes also with the results reported by Binnie and his
colleagues, 1990 as regards the sub-clinical generalized spike-

wave discharges are often accompanied by transitory cognitive
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impairment, demonstrable by psychological testing during EEG

recording.
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Conclusions



S ummary

Our sample consisted of epileptic patients, whose diagnoses was
based on the criteria and encephalographic classfication of epileptic

seizures according. to the International League against Epilepsy 1993.
Beore starting to collect the data, a pilot study were carried out in :

1) The Psychiatry and Neurology Centre for school pupils in El Dolcki
District
2) The General polyclinic for school pupils in Al-Haram Distric

Following the pilot study, we found out that the ratio between TLE
and GME is 2:3. "

We found out that the tools were suitable, comprehensible and easy.
however some modification of the questionaire concerning epilepsy was

essential.

First, centre, recruits patients from Giza and northern upper Egypt, it
is a governmental one, affilated to the Central Health Insurance Authority
and offers medicine free of charge to its patients.

Around 40 to 50 patients are attend the centre daily, namely about
1000 monthly, 60% of whom suffered from epilepsy. 50% of epileptic
children could be diagnosed as GME, 33% as TLE and 17% as patients
suffered from other types of epilepsy.

From the epileptic attendats 10% were new cases and 90% were

recurrent.

Second centre is a governmental institution affiliated to the General
Health Insurance Authority, and offers medicine free of chcrge. About 25
to 30 patients are attended the clinic daily, namely about 700 patients a
month, 60% of which are suffered from epilepsy. 50% of epileptic children
could be diagnosed as GME, 33% as TLE and 17% as patients suffered
Jfrom other types of epilepsy.
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From the epileptic attendats 10% were new cases and 90% were

recurrent.

From 308 GME patients from site (1) and 244 from site (2) . 338
patients fulfilled the inclusion criteria. Cases chosed through random
sample of every second case giving 169 case with drop out of 23 . the

rest were 146.

From 198 TLE patients from site (1} and 156 from site (2) , 236
patients fulfilled the inclusion criteria. Cases chosed through random
sample of every second case giving 118 case with drop out of 12, the

rest were 106.

The members of this sample were selected during the period from

February 1995 throught August 1996.

Tools Applied in this work
1) Semistructured psychiatric interview.
2) Questionaire of Epilepsy.
3) Psychometric battery :
I-  For Cognitive functions :

Coding (SubWechseler), Digit Span (SubWechseler), Similarities
(SubWechseler), Cancellation letters and Matching Familiar Figure Test

(MFFT)..

II- For personality assessement and measurement of mood :

Children Depression Inentory (CDI), The children Arxdety scale (CAS),
Junior Eysenk Personality Questionaire (JEPQ)

4) Questionaire for Socio-economic state.
5) Electro Encephalogram
6) Others investigations :

BEAM, MRI, CAT and or in some cases Serum level
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Conclusions.

In our study, there was no significant difference found in different
psychological , cognitive and personality scales between GME and TLE
concerning the psycho-demographic profile. liiness profile. therapeutic

issues and electroencephalogram (EEG) apart from the following:
i- Assessment of cognition

1- Coding test:

a - Generally

e There were significant difference between GME, TLE
patients & control group in sustained attention, persistency,
psychomotor speed, visuomotor coordination and Learning
ability.

* There was significant increase in control group more than

GME and TLE patients.
b - In details

* There were decreases in sustained attention, persistency,
psychomotor speed, visuomotor coordination and learning
ability in the following:

—- TLE patients with onset of age above 4 years.

— TLE patients with duration of illness between (2 - 4 ) years.

- TLE patients with longest seizure fee period from below 6 months

up to 2 years.

- TLE patients without status epilepticus.

— TLE patients without positive family history.

- TLE patients with positive past history.

- TLE patients with aura.




— TLE patients with ictal changes.

— TLE patients with past ictal changes.

~ TLE patients without one Oor more of the organic
disease.

~ TLE patients with neurotic traits.

— GME patients without neurotic traits.

- GME patients bring in up to two rooms.

— TLE patients of non-educated parents.

— TLE patients on Tegretol monotherapy in low dose.

— GME patients on Tegretol monotherapy either on low or
high dose.

— TLE patients on polytherapy with average dose.

- TLE patients  without contributed seizures on
monotherapy.

— Patents with Rt. Temporal focci more than Rt. Temporal
Jfocciin EEG.

2-Digit span test

a - Generally

* There were no significant difference between GME,
TLE patients and control group in either or all of
immediate memory, auditory attention, short memory
-and internal visual scanning.

* This means that control group is not better than
both epileptic groups (GME & TLE) in either or all of
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immediate. memory auditory attention, short memory

& internal visual scanning.

b- In details:

* There were decreases in either or all of immediate
memory, auditory attention short memory and internal
visual scanning in the SJollowing:

— GME patients with abrupt onset of disease.

— GME patients with longest seizure Jree period is even
less than 6 months

—~ TLE patients without on or more of organic disease

— TLE male patients

— TLE patients on monotherapy medication

— TLE patients on Tegretol monostherapy

— GME patients on Tegretol monotherapy with high dose.

— GME compliant patients on polytherapy

~ Patients with Rt. Temperal focci more than Rt
Temporal focci and generalized subcortical activity in

EEG.
3) similarities test:

a - Generally

* There were significant difference between GME, TLE
patients and control group in conceptualization,
>concrete thinking, and gener‘al mental ability.

* There was an increase in control group more than

GME and TLE patients.
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* There was also an increase in TLE patients more

than GME patients.

b- In details.

* There were decreases in conceptualization, concrete
thinking, and general mental ability in the following:
— GME patients with longest seizure Jree period below six
months.
~ GME patients with longest seizure Jree period is even
less than six months.
— GME patients with positive past history
— GME patients in parents on monotherapy without
controlled seizures
— Patients with generalized subcortical activity more than

patients with secondary generalization activity in EEG.

4) Cancellation letters test

(Time & Errors)

a - Generally:
* There were significant difference between GME, TLE

patients and control group in attention and response
rate.

* There was significant increase in control group
more than GME & TLE patients.



* There was no significant difference between GME &
TLE patients but (GME>TLE) patients.

b- In details

* There was significant decreases in attention and

response rate in the following:

GME patients with gradual onset of disease

TLE patients with past seizure frequency of every
week.

TLE patients with past seizure frequency of every day.
GME patients without status epilepticus.

GME patients without positive past history .

GME patients with one or more of the factors affecting
ictus.

GME patients with one or more of the organic disease.
TLE patients without pregnancy troubles.

GME patients in big family size.

GME patients with educated parents.

GME patients with controlled seizures on monotherapy.
GME patients on both either mono or polytherapy with
controlled seizures.

GME compliant patients on both either mono or
polytherapy.

GME compliant patients on monotherapy.

Patients with Rt. Temporal focci more than secondary

generalized. activity in EEG.

98]
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S) Matching familiar figure test-
Total errors and total and Mean

time (MFFT):

a- Generally:

* There was significant difference between GME, TLE
patients and control group (normal population) in
impulsivity, attention & response rate.

* There was significant increase in GME patients more
than control group (normal population).

* There was significant increase in TLE patients more
than control group (normatl population).

* There was no significant difference between GME
and TLE patients .

b- In details

* There is significant increase impulsivity and
decrease in attention and response rate in the
Sollowing:

— GME patients with gradual onset of disease

— TLE patients with duration of illness between 6 months

- 2 years.
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— GME patients with longest seizure free period is even
less than 6 months

— TLE patients without organic disease

— TLE patients without pregnancy troubles

— TLE patients without labour troubles

— TLE patients without neurotic traits

- TLE patients with family sib-order up to 1st two sib-
order

— TLE patients in big family size.

— TLE rural patients

— TLE patients in rural residence

~ Patients with generalized sub cortical activity more
than patients with free EEG

- Patients with left temporal focci more than patients
with right temporal focci and patients with generalized
sub-cortical activity.

— Patients with generalized sub-cortical activity more

than patients with secondary generalization.

ii- Assessement of mood :
1) The children anxiety scale
(CAS).

a- Generally :
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e There was no significant difference between GME,
TLE patients and control group (normal population) in
increasing anxiety.

e GME, TLE group of patients increase anxiety
significantly more than control group (normal

population).

b- In details
e There is significant increase in anxiety in the
following:
— TLE patients with gradual onset of disease.
— TLE patients with past seizure frequency of every

month seizure.

TLE patients with one or more of the cerebral causes

TLE patients on tegretol monotherapy with high dose

GME patients on polytherapy with depakine and
tegretol
— TLE patients on both either mono or polytherapy with

controlled seizures.

2) The children depression
inventory (CDI) :

a- Generally :
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* There was a significant difference between GME,
TLE patients and control group (normal population) in
increasing depression.

* There was no significant difference between each
group and other but there is increase in GME > TLE s
GME > control group and TLE > control group .

b- In details

* There is significant increase in depression in the
Jollowing:
— TLE patients with current seizure frequency of every
week.
— TLE patients with history of past seizure Jfrequency of
JSfrequent seizures every day.
— TLE patients with status epilepticus
— TLE patients with positive past history.
— GME patients with neurotic traits
— GME patients with history to be wanted during
pregnancy
— GME patients living in up to two rooms
— GME patients with family order more than two sib-
order
— GME patients in big-family size
— GME male patients
— GME patients with non educated parents.
— GME patients with high family income

— GME patient with parental Separation
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- GME patients on tegrotol monotherapy with either low
or high dose
~ Patients with left temporal focci with second

generalization more than left temporal focci only.

iii - Assessment of personality
(Psychoticim, Neuroticism,

Introversion & Lie scale. )

a- Generally

* There was significant difference between GME, TLE
patients and control group (normal population) in
neuroticism where GME > TLE and TLE > control
groups.

¢ There was no significant difference between GME,
TLE patients and control group (normal population) in
Psychoticism. But there are increase in psychoticism
in TLE > GME and GME > control groups.

* There was no significant difference between GME,
TLE patients and control group (normal population) in
introversion. But there are increase in introversion in
TLE > control and control > GME groups.

e There was no significant difference between GME,

TLE patients and control group (normal Ppopulation) in



lie scale. But there are increase in lie scale in GME >

control and control > TLE groups.

b- In details

1- There is significant increase in neuroticism
in the following:
— GME patients with gradual onset of disease
— GME patients without positive Jfamily history
— TLE patients with one or more of the factors affecting
ictus.
~ GME male patients.
— GME patients on polytherapy with high dose.

2- There is significant increase introversion in
the following:

— TLE patients with onset of disease above 4 years

~ TLE patients with current seizures Jrequency of every
week

— TLE patients with duration of illness above 5 years

— TLE patients with longest seizures free period up to
two years.

— TLE patients without status epilepticus.

— TLE patients without positive past history

— TLE patients with prodroma

~ TLE patients with aura

— TLE patients with ictal changes
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TLE patients with post-ictal changes

TLE patient with one or more of the factors affecting
ictus.

TLE patients with one or more of systemic causes.

TLE patients in big family size.

TLE patients on monotherapy without controlled
seizures

TLE patients on both either mono or polytherapy
without controlled seizures.

TLE compliant patients on both either mono or
polytherapy.

Patients with left temporal focci more than patients
with generalized sub-cortical activity in EEG

Patient with right temporal focci more than patients
with right temporal focci with secondary generalization
in EEG.

-

3- There is significant increase lie scale in the

Jollowing:

TLE patients with abrupt onset of disease

GME patients with age of onset between 2 - 4 years.
GME patients with pregnancy troubles

GME patients with dapakine monotherapy whatever in

high or low dose.

4- There is significant increase in

pPsychoticism in the following:
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TLE patients with duration of illness below 6 months
TLE patients without status epilepticus.

TLE patients with prodroma

TLE patients with ictal changes

TLE patients with past-ictal changes

TLE patients with history to be not wanted during
pregnancy

TLE patients with family order up to first two sib-order
TLE male patients

GME patients on polytherapy with high dose.
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Recommendations



I.

Recommendations

Traditionally, the ketogenic diet has been used in children < 2 years.
This has been due to the belief that it is harder to initiate and
mintain ketosis in very young children. Efficacy of the diet in young
children was unknown. These data suggest that the diet can be
successfuly initiated and maintained in children under 2, and that it

is excedingly effective. (Swink et al., 1997).

In spite of adequate knowledge on epidemiology and diagnosis of
epilepsy, school teachers have limited awareness of management
and social issues. The need exists for adequate educationi on the

subject. (Kondylis, et al., 1997).

Teachers communicate their lack of confidence with this issue and
desire more information on it. Personal attitudes towards epileptic
children appear good. However, epilepsy is still a mysterious illness
Jor many teachers and the inclusion of this topic in their training is
recommended. (De Marco, et al., 1997).

Systematic education of headmasters was not considered a useful
way of promoting better KAP, (Vrba, 1997).

It is necessary to provide further educaitoin for teachers in order to
enable them to treat epileptic children properly. They should treat
them individually but without segregation. (Gebauer, et al., 1997).

it is possible to train staff in the mainstream educaitonal environment

in the special health needs of children with unstable epilepsy.
thereby supporting continued attendance at the school of choice.
(Lanfear, et al., 1997).
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7. The indications are that schools will be enabled to respond more

effectively to support children with epilepsy. (Settle, 1997).

8. Support groups improved behaviour relationship between parents and

children. (Souza, et al., 1997).

9. The role of language dysfunction in the school performance of epileptic

10.

11.

12.

13.

children should be evaluated further. (Papavasitiou, et al., 1997).

Children with severe or recurrent Jebrile seizures showed intellectual
and motor deficits compared to children with one seizure or to
healthy controls. Our results emphasise the necessity of preventing
Jurther FC. (Koelfen, et al., 1997).

The majority of physicians used some Jorm of written material to
assist parents gain knowledge about the medications prescribed.
The information varies, though there are no major discrpancies. This
gives an opportunity to create a standard that meets the needs of
the parents and physicians rather than adhere to an industry-based
standard. (Buckley, et al., 1997).

As well known, insurance compaines tend to refuse to draw up
health, life or accidents policies to people who, during their life, have
had epileptic seizures.

This is possibly because risks of everyday life in people with
epilepsy are not well known: therefore, the person with epilepsy
lacks an adequate evaluation of the risk connected with his illness,
and particularly, with this type of seizure, considering the different
evaluation of the risk among insurance companies and clinical
epileptologists: companies tend to overestimate the risk,
epileptologists to understimate it. (Cornaggia, 1997).

Religions such as Islam provide instructions concerning every

aspects of one’s life which the believers are supposed to follow.
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14.

15.

Muslims who live in non-Islamic countries are more likely to come
into contact with medical questions which might be in contrast to
their moral code. Therefore, in the Western countries where there are
large communities of Muslims, neurologists should know some basic

principle of Islamic medical ethics. (Vanzan, 1997).

Most epileptic patients are able to control physiological parameters
by intensive training and, as a result, improve clinically.
Nevertheless, behavior therapy seem to have some influence on the

amount of seizure reduction. (Uhlmann, et al., 1997).

The differentiation between epileptic and non-epileptic attack

disorders (NAEDs) often requires the use of sophisticated diagnostic

techniques such as long-term EEG-video monitoring. Further essential

differentiation between psychological/psychiatric NAEDs and

physiological/neurological NAEDs is however also required, but can often

not be made with ictal EEG-video recording alone.

16.

17.

18.

19.

MRI, with optimising protocols, should be part of routine work-up in
epileptic patients since it is an essential tool for the diagnosis of

symptomatic epilepsy. (Consalvo et al., 1997).

There is convergence of severalmethods (ictal video-EEG,
psychological and psychiatric MRI, SPECT, eventually SEEG) can
minimise the probability of erroneous diagnosis. (Rektor et al.,
1997).

A correct diagnosis of subtle epileptic seizure is needed for an
adequate and sucessful treatment. (Derouaux et al., 1997).

Gestural automatism contralateral dystonic CLD and tonic CLT
were seen mainly in Mesial TLE (MTLE) and head version in
Neocortical Temporal Lobe NTLE. These ictal features can be useful
in differentiating MTLE from NTLE. (Kim et al., 1997).
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