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136 HORENSTEIN: MANAGEMENT OF THE DEMENTED PATIENT

or her surroundings, spatial disorientation owing to
loss of capacity to discriminate the form, shape, and
dimension of objects seen in context, perceptual dys-
function relating to the abstract meaning of events,
words, or things, and impaired calculation, usually
manifested early by simple arithmetical errors. There
may also be a subtle degradation in the patient’s use
of language from a former expresssiveness to a pro-
gressively elementary and repetitive mode. Usually,
language tends to disintegrate as the patient’s condi-
tion worsens, and he or she may have difficulty re-
membering individual words, formulating intelligible
complex sentences, and repeating ideas and words.
Disorientation of time and space occurs early, with
time being by far the most easily disrupted sense and
thus the one more obviously disturbed.

Emotional control often becomes impaired early
and is usually manifested by inappropriate expression
of feelings; such individuals become increasingly
unable to regulate their anger or rage or to interpret
expressions of love and affection. Thus many of the
older men who have fondled their granddaughters’
breasts or exposed themselves to their nieces are in
fact demented persons, who having been kissed as an
act of filial devotion, have misinterpreted both mean-
ing and intent. At the same time, ineffectively regu-
lated defense reactions result in their excessive ex-
pression due in part once again to the patient’s
misinterpretation of the situation and his correspond-
ing intolerance of frustration. This is frequently seen
in the writings of a mildly demented and often elderly
patient who has written over his errors, or crumpled,
torn, or scratched through the page when simple
erasure would have been adequate.

Difficulty in walking is among the most common
motor manifestations which occur in demented
patients. Many of these individuals suffer hip injuries
from an inability to break a fall backwards when
rising from a chair or the toilet. These gait disorders
are characterized by walking on a narrow base,
marked instability on starting or stopping, and the
tendency to fall backwards upon rising from a sitting
position. These disorders result in part from a
marked tendency of the foot and toes to flex plan-
tarward and inward on contact with a flat surface,
followed by stiffening of the leg. Disturbances of tone
can usually be seen upon passive manipulation of the
patient’s limbs, especially the legs, so that resistance
to manipulation is felt and seems equal in force, and
opposite in direction, to the movement which the
examiner is attempting to impose. This may be fol-

lowed by the patient’s adopting the rhythm of the
examiner’s movement and resisting further change in
its amplitude or rate. Heedless urinary incontinence
often accompanies these gait disorders. Clumsiness
(or apraxia), even for tasks as apparently simple as
opening a can, dialing a telephone, or using a pair of
scissors, may occur in these patients.

Compulsive acts such as touching, licking, or
tasting objects, and a variety of automatic movements
such as tapping, patting, grasping, or avoiding are
common. Less often, patients develop a distal wrist
and finger tremor at rest or on action, but this usually
differs from Parkinsonian tremor which is maximal at
rest; some tremors, however, very closely resemble
those of Parkinsonism. Oculomotor manifestations,
basically a disturbance of horizontal eye movements,
alter facial expression as fixation becomes tonically
maintained at the expense of gaze. The resulting star-
ing expression is often followed by loss of ability to
dissociate head from eye movements.

As indicated above, demented patients in-
variably develop some type of language disturbance.
Since it evolves slowly and is rarely global in ambu-
latory patients, it may escape recognition. Two basic
tendencies are common: one is relative mutism, the
other is a disorder of syntax in which incorrect sen-
tences are formed, accompanied by degrees of diffi-
culty in choosing the correct word. In addition to,
and often concomitant with, the disorder of lan-
guage, there may be automatisms of chewing, suck-
ing, or lip smacking which are provoked by perioral
skin contact or movements in the visual periphery.
These resemble the rooting and sucking responses
which are seen normally in the nursing infant. While
these are customary and adaptive in the first year of
life, they should never be seen after weaning except in
the presence of brain disorders usually involving the
frontal or temporal lobes. Their appearance in the
adult is invariably an indication of severe dis-
integration of forebrain function.

The facial expression becomes altered in nearly
all demented individuals. This reflects in part the
abnormalities of ocular movement mentioned above,
accompanied by postures which maintain dyston-
ically released fragments of sucking and rooting. Be-
yond that, however, two variations in facial ex-
pression are commonly encountered. The first is the
bewildered appearance of the patient who fails to
comprehend. The facial expression, while mobile,
does not reflect the circumstance which evoked it and
is thus recognized as abnormal. The other is perhaps
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more common and is characterized by immobility of
the face and eyes. Usually, marked tonic fixation of
gaze accompanies ocular immobility, and change in
fixation requires movement of the head. The palpe-
bral fissures are widened due in part to persistent
contraction of the frontalis muscles, resulting in a
furrowed forehead. At the same time, overaction of
the levator anguli oris deepens the nasolabial fold,
while the mouth usually remains tonically agape.
This attitude is characteristic of lesions about the
lateral frontal regions or the white matter carrying
motor fibers from them. Such facial dystonia is com-
mon in multi-infarct dementia which occurs in hyper-
tension and following arterial border zone infarcts
resulting from ischemic anoxia.

The grasp reflex, like the sucking response, is an
automatism evoked by skin contact. Since they both
bring the body part into closer contact with the stim-
ulus, they are regarded as ““positive” automatisms. In
elicitation of the grasp reflex, the tendons must not be
stretched, otherwise an entirely different kind of re-
sponse will result. Usually, when the examiner’s fin-
gers are drawn lightly across the patient’s palm the
patient will grasp the fingers within a few moments. If
the examiner then tries to pull his fingers away, the
patient’s grasp becomes even tighter in a response
known as the trap reaction. Further, if the examiner
moves his own hand after grasping has occurred, the
patient’s hand follows this movement as though at-
tracted irresistibly; the so-called magnet reaction.
Perioral and upper limb automatisms are very impor-
tant features of the physical examination of the de-
mented patient. Like abnormalities of gait, they help
predict degrees of functional loss of skilled move-
ments (limb-kinetic apraxia) which are common in
such patients.

Demented individuals invariably lose reading
and writing skills in a hierarchical fashion. The
patient who has lost the ability to read sentences can
often read words. When no longer capable of reading
words, he or she can usually form letters. Alterna-
tively, the patient who has lost the capacity to per-
form skilled movements usually becomes unable to
form letters or numbers. Such individuals may write
repetitiously, often tracing and retracing their own
figures in whole or in part. When asked to copy
simple geometric designs, the patient renders draw-
ings that are often distorted in terms of space and
form. Errors in spatial configuration usually correlate
with impaired visual perception; those of form cor-
relate with altered language function.

As the patient’s dementia worsens, there is a
tendency to develop a posture which in some ways
resembles the flexed attitude of Parkinsonism. All
four limbs and the spine become bent, with the head
held thrust forward. Sometimes when the patient is
lying flat the head will be held off the pillow, espe-
cially upon visual stimulation from the end of the
bed. This appears to be a positive visual automatism
as the posture is stimulus bound. It is an abnormal
event and rarely seen except in the presence of severe
forebrain disease. The degree to which such postures
of flexion are present appears to reflect the severity of
the underlying disease process. The ultimate manifes-
tation of postural disintegration is an attitude of dys-
tonic flexion at the pelvis and knees, often with severe
adduction of the hips. Later similar attitudes affect
the upper limbs and neck as the patient lapses into
the terminal posture of his illness. As the flexed pos-
tures just described are assumed, there is invariably
some disturbance of walking known as gait apraxia.
In other cases patients stand with their limbs and
spine overextended, tending to topple backwards.
The response to foot contact in these individuals is
exactly the opposite of the tonic foot response and is
marked by extension at the toes and ankle and ever-
sion at the latter. This phenomenon of ““foot avoid-
ing”’ underlies the overextension gait disorder as the
tonic foot response underlies gait apraxia.

Just as the tonic foot response accompanies pal-
mar grasping and sucking and belongs to the family
of positive automatisms, the negative avoiding reac-
tion of the foot accompanies a similar movement of
the hand; this is characterized by dorsal flexion of the
wrist and extension and abduction of the fingers upon
tactile stimulation, especially along the ulnar margin.
Head retraction on visual stimulation is the oculoce-
phalic component of this system of negative automat-
isms, called thus because the response is one of with-
drawal from stimulation.

The major diagnostic problems are to separate
cases of dementia, regardless of etiology, from those
of depression (Table 1), and to differentiate cases of
treatable from untreatable dementia. The physician
should be interested in making the first distinction
because depression is a condition for which there is
particular and effective treatment which often results
in the rapid restoration of the patient to his custom-
ary pattern of living. The reason for making the sec-
ond distinction is self-evident.

Many clinical features in addition to those
previously examined will help separate depression
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140 HORENSTEIN. MANAGEMENT OF THE DEMENTED PATIENT

bilitated patients may become intoxicated at lower
doses and serum concentrations.

Endocrinopathies, metabolic disorders, chronic
hypoxia, or respiratory acidosis are among the medi-
cal illnesses which may manifest in part by a sus-
tained decline in intellectual function. Ordinarily,
correction of the causal illness is associated with im-
provement or recovery.

Relief of complicating factors such as malnutri-
tion, dehydration, loss of sight or hearing, and con-
gestive heart failure may also improve the behavior of
the demented patient.

In the differentiation of dementia from depres-
sion, psychological testing, psychiatric interviewing,
and various items of case study listed above often aid
in resolving the problem. Occasional patients, how-
ever, have received (or administered to themselves)
large amounts of medication and it may only be after
a period of hospitalization without the use of drugs
that the separation can clearly be made. Despite these
measures there may still be a situation in which de-
mentia cannot be distinguished from depression; this
may indicate the limitations of our capacity to differ-
entiate, but in fact some demented patients remain
aware of their intellectual losses and react to them
with depression. At present, many neurologists es-
cape the dilemma by choosing antidepressant treat-
ment empirically which may result in marked im-
provement.

Once the cause has been defined the manage-
ment of the demented patient should lead either to a
cure (as in the case of myxedema) or the arrest of the
progress of the disease (as in the case of meningeal
tuberculosis), thus permitting adaptation both by the
patient and his family. Table 2 lists the treatable
causes of dementia, but a few comments about them
are worth noting. Neurosyphilis, while far less com-
mon than 35 or 40 years ago, still accounts for some
treatable dementias. The diagnostic criteria of in-
creased protein, up to 100 lymphocytes per cubic

TABLE 2
Treatable Causes of Dementia
Infection Epilepsy
Inflammation Endocrinopathy
Compression Vascular
Obstruction Hepatopathy

Intoxication
Metabolic Disorder
Malnutrition

Pulmonary Disease
Perceptual Impairment

millimeter, and positive serology in the spinal fluid
may require some alteration owing to the recent and
current widespread use of drugs like penicillin,
chloramphenicol, and erythromycin which are effec-
tive antiluetic agents. When administered in the treat-
ment of some other illness, they may attenuate but
not eliminate the syphilitic infection and thus alter
the disease course. Chronic fungal infection, espe-
cially cryptococcosis, may also cause a reversible
dementia. In contrast to neurosyphilis, however, both
spontaneous remissions and post-treatment relapses
are known. Cryptococcal meningitis, moreover, is
very likely to occur concurrently with other disorders
(tuberculosis, lymphoma, collagen disease) in which
there has been disorder of immune mechanisms.

Inflammatory conditions such as sarcoid or cel-
lular meningeal infiltration resulting from neoplastic
illnesses may be treatable, especially those resulting
from lymphoma. These conditions may be identified
cytologically or by measurement of spinal fluid lyso-
somal enzymes. Often they are associated with low
spinal fluid sugar.

Compression of the nervous system by extra-
axial tumors or fluid collections may give rise to
dementia resulting from collapse of surface circula-
tion over a broad area of brain even though there has
been no displacement or herniation. Usually this
state obtains in the older patient whose smaller brain
permits the presence of relatively large compressing
masses without edema or displacement of the under-
lying organ.

Communicating hydrocephalus with altered pat-
terns of flow of spinal fluid and its absorption into the
brain across the ependymal lining of the ventricle,
intoxications, and metabolic disorders have been dis-
cussed above.

Malnutrition is currently a rare cause of de-
mentia in the United States except in the alcoholic
population. An occasional case of pellagra or By,
deficiency with confusional dementia still occurs, but
Korsakoff’s disease is common in alcoholic patients
who are thiamine deficient. In pellagra there is
often a characteristic skin lesion and usually a history
of alcoholism. In Korsakoff’s disease there is ordinar-
ily atactic paraparesis with extensive loss of position
and vibration senses and typical hematologic findings
including multilobulated polymorphonuclear cells. It
is always worthwhile to treat these conditions vigor-
ously as all of them, including Korsakoff’s disease,
are capable of substantial improvement.

While untreated frequent partial complex sei-



i p
5
w it
1
b
=
I
¢
i
'







www.manaraa







A

et . - ' '
i i . ’ 'l -0 P . . i B .
. — P = M
= I
I ’, - = +
. . Ve
I o ! - L o = :
T IR_e g N T Gqonoop . [ - 1
u o - ) y
N ot = 'ﬁ‘ f I T . REES .
A osa s s . i o o T
N il ‘ W s
= 10 L8 i ' 0 o g " 0" "
A . T [T
r i sz " o, . TR S
: [l ' AT =
H " o .
N h I LEe & bt .
I . L : ‘ -
. B SR T v T Wl
J YA . - T ’ | . 33
" 1 ' IR ] B ’
v - o -
. 1 i " H X = B
o [ Y - " A oL " “
L~ wHlt= Ry 3 PR ¢ ko L
: =1 v -
N . . = oy . -
L e e S Y Y o . ) LTI
. 3 i . e
I E P = . = AT A
- b SR Ay - d
" 1. " e -
3 Ly ik . N e S
o e b, = . :
U . B i '
i . B 1
) - e i g
bars 1 £ . o
. A i m Sy T . M -
: ERE : " Mg’y = = o
] ’
S on " t = b Se sl
r Fi rl [T I S TR AT

= b v 1 - i
l ' . . . et 5
o . A ' [ - a0 .= i '
i 1 i . ) : Er
Hoo . 0o ) fon
. o . = it = .. J =
; I P B 3 4 ""',-:
AL B . T A v I . - ity
. W . , . e RS X S N
v = « o= [
. i R = W v F MY TIE - W
SE A






L

it

(154 -
e
A 1 i r o B
\ A, i ~ e
A ] 1 " - -
. . LT
: = T i
*
. : h
.
1
o - Al
: i b !
} . ! W e
thae .
I . _7 : .
N 1
v 138, - ' S
- ! ' i [} 1
= N . Wt ) ' . -
. e H ? f*
" o n
1 - - AR
W
) -
- 1 by
[ u
& i N
Vg g . LoEr o
o, . . .
i !
i [ . (" E "‘— -
P T I -
b -
i LT BN 7 = < 1
. ||| ] '
) ) noad r " I
= i ) = Bl
iy . Kl -
R o
=l <
N 1 e e
of .
* H “
-
-y .
. i ___
b = o 4 -
5= “1 1

r v
1 LT . i
A * . -
B T
' e '
’ L “\ . Ut - -I‘l . o -
A - . e
! Sn e i .
by - i @
s, R | 4] "
iy 't
o ) ‘
¥
i .
* Lie ] -
il . O
= [ |
_ Iubt k 1 v
'
.
" T = -
: H. # =q v '
N B Uy B
¥
U ' VLA
. . v - .
. v :
f . -
i = ., (S
il * o y
\ ’ i PR e A
oA S U .
1 vt 1
a2 - _.
(T i
L . . . f ) .
a = o V. . i
1 " ' n i
.« i
A e - v el =
B . o ; .
2 WL ’ -
o E R ::'
. ta =
1 Al o i 4 1=
- < \ R
1 [ e 1%
Hooys == R . ) i
a ! = 1 g g H 1
“Ea g : e
d » = I ow




i
N i
=1 ) = Y- h
[ - ! X . u
P . . A ) |
- k E -
5 ly ] ) oy :f - ;l\:._ ) Pty
- J B
HEH - E
= . N . v &
A i iy [
Y R . P v v 44 el
-
r » T i -
il E B
e ‘
i, e ’
g = =
EX g .-
e .
-.ji A 5 )
= o 4" 1.4
N
"t ] oo « o [ .
i i t =
- ERRT I IS
" -
‘ I- .‘" .
- P Lo ) '
- - g L . 4
] i ="
. . . u 1 = "
. . g i
o . mEel
' : | 1 i
itk i i L
o L Coe
" i L] | w
e S ot . T
t N
B . . b L =
p .- - . ‘ 1 i i
l 1 L = W . o
- o :'P_. i . y
. e
L B v s
i : i ST i B .
! b i, Y ;
Ty o nw l R
e A - I, o b - i

£)
Hiw




[T
4]
r=

.
e
N "

i

& i

.
o i

. " I, R !‘
il
" =
1
m
'
| | | S
¥
= *- ot ) B
o
. -‘ B i il
. ) o
T : _ " | | . ‘ N -
4 " v N "
e, .
oy
f
I .
| I‘ - ' ) W !
i B P a4 A4, ' .
' . . " |
e usw » i 2%, L i
. (I3 L ) o ‘ |
' A
! e doe oy . ‘
o | l N N |
'l o . v o -
o N \J soane |
- ¥ A i, -
| i " :
| 3 I -r; I
| " " A (11 o ¥ . -
W . - | o
I ' L " "
i ' ) |
K o= | | ]
|
" = [ ki " o . |
- - ol o o
B " -



F

i

[T

'
[ "

B .
q &
1
1y
i

e

1 e
'
I
e

e

LCN
2

b
welt



R - SvEs U 15 - ST ]
v
’ IR Y S Lo . : o= AL i |
] . . . [ ;
. . ro .
oW . . i i < i
. B no
A . & i '
o e A 1
- (7S
o
( . =N d
. N ' " -:.‘_
I . . B
L - - d - Ll LN b AL
. N
i
willy
i h - B L a, I
& . !
»* & "W -
B : - L X} e a i X .
, " w o p b =g " =
' - -
" i
Ay ey = =1
' =7 ] % . . T % o it
CAN ot =
2 St R | - N | Ly
1 . o
\ [T - . o
. ) ,
B 71 - . -
w ) e o om o ' e
PO : N g = N
te H "
e . = . ;__" i
. LA . - e . Mo A e
_— . . x i
r
' L AT T .
N b e #d r - N '
i . T
% : - - T T | . - . ho
RS T . = =,
oa
z . sl
N - - = " . 1] - sl . V- PR !
- ' . B - o ] "

I~ - A B IS






Middle cerebral
artery brancH

Superficial
temporal
artery

The Superficial Temporal Artery-Middle Cerebral Artery Branch Anastomosis (STA-MCAB). 4. Placement of skin incision for exposure
of STA. B. 4 cm craniotomy performed to expose the sylvian vessels. C. Isolation of MCAB. D. Microsuturing of STA-MCAB. E. STA-
MCAB anastomosis.
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166 ISAACS: NEW HORIZONS IN MUSCLE DISEASE

Fig |—Diagram showing four motor units with components in-
cluding anterior horn cell, peripheral nerve (axon), neuromuscular
junctions, and innervated muscle fibers.

Fig 3—Photomicrograph showing focal atrophy.

SOOI

Fig 4—Diagram showing four motor units stained histochemically.
Fig 2—Diagram showing focal atrophy due to denervation. All of the fibers within the same motor unit are of the same type.
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ISAACS: NEW HORIZONS IN MUSCLE DISEASE

Fig 5—Photomicrograph of the normal muscle stained for NADH
diaphorase. Type I fibers are dark; Type II fibers are light. This
appears as a ‘checkerboard’ pattern of light and dark staining
fibers.

samples in a similar (Fig 4) fashion,*® it was seen that
there are also two basic types of muscle fibers; Type
I, rich in oxidative enzymes and staining darkly
for mitochondrial nicotinamide-adenine dinucleotide
(NADH) tetrazolium reductase (Fig 5) and Type II,
low in oxidative enzymes but staining darkly for
myofibrillar adenosinetriphosphatase (ATPase) (Fig
6).* Subtypes have been identified with a wider
variety of histochemical techniques. Several features
concerning fibers stained by these techniques in-
clude; 1) the fiber type remains the same along
the length of the fiber, 2) all of the muscle fibers

within a given motor unit are of the same histochem- .

ical type so that there are Type I and Type II motor
units, 3) the fibers of a motor unit are distributed in a
random fashion throughout the muscle, mixing with,
and dispersed among, muscle fibers of other units
and, 4) both Type I and Type Il muscle fibers are
found within the same muscle in humans so that,
normally, the randomized distribution of muscle fi-
bers” of the motor unit causes an alternating or
“checkerboard” pattern of light and dark fibers when

Fig 6—Photomicrograph of normal muscle stained for myofibril-
lar ATPase. Type I fibers are light; Type II fibers are dark.

Fig 7—Diagram showing atrophy due to anterior horn cell disease.
The muscle is stained by histochemical techniques.



168 AACS: NEW HORIZONS IN MUSCLE DISEASE

Fig 8—Diagram showing reinnervation collateral s
still intact motor units.

;1 10—Photomicrograph showing a grouping of fiber types

>

ined for myofibrillar ATPase. This grouping and loss of the
eckerboard’ pattern indicates denervation-reinnervation has oc-
red.

é , e e muscle is stained by histochemical techniques.? In
ronic disease states, such as neurogenic atrophy

le either to anterior horn cell disease or peripheral
uropathy, there is both denervation and reinnerva-
n by collateral sprouts of still intact axons (Figs 7,
A If denervated muscle fibers are reinnervated by
llateral sprouts from axons of motor units which
¢ of a different type, the reinnervated fibers will
sume the histochemical type of that motor unit
»m which they are reinnervated. There is then a loss
the “checkerboard” appearance as a grouping of
ers of the same type occurs (Figs 9, 10* This
enomenon is also observed in animal experiments
which there is denervation and cross reinnervation
»m one muscle type to the other, and a subsequent
organization of fiber types when reinnervation is
mplete.® That the basic metabolic pathways of
J= ergy production in muscle are so drastically in-
enced by innervation must be considered when

Fig 9— Diagram_showing_ incorporation_of reinnel yopathies are viewed as primary derangements of

fibers into still intact motor units and conversion o ascle metabolism.
that of innervating motor unit. When the physiologic characteristics of the vari-
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Excerpted from Volume 2

Gl
Séries

on physical examination
of the abdomen:

Normally palpable organs:
the edge of the liyer descending,
on inspiration, below the costal
margin (A); the lower pole of the
right kidney (B); the abdominal
-aorta (C); the descending colon
and the sigmoid (D); the ascend-
ing colon (E); and occasionally
the bladder (though rising of
this organ beyond the pubis
does not necessarily indicate
disease).

Impossible to outline, unless
diseased, distended or enlarged:
the gallbladder, pancreas,
stomach, small intestine, trans-
verse colon and spleen.

A service to medical education from A. H. Robins:

o
i

e
B

e e
e A e S R R

The A. H. Robins G.I. Series consists of six book-
lets, designed to provide a quick, yet comprehen-
sive review of basic procedures and practices in
G.l. medicine —with particular emphasis on the
physical examination as performed in the office or
at bedside. If you have teaching responsibilities,

limited quantities are available: Part 1—/nspection, P
Part 2 — Palpation, Part 3 — Percussion, Part 4 — Auscultation, Part5 — 752{%5_555553%4‘ b .
Abdominal Pain and Part 6 — Differential Diagnosis of Abdominal .

o

Disorders. Write to: The Medical Department, A.H. Robins Company,
1407 Cummings Drive, Richmond, Virginia 23220.
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Donnatal!

Indications: Based on a review of this drug by the NAS/NRC
and/or other information, FDA has classified the following indica-
tions as possibly effective: adjunctive therapy in the treatment of
peptic ulcer; the treatment of the irntable bowel syndrome (irritable
colon, spastic colon, mucous colitis) and acute enterocolitis

Final classification of the less-than-effective indications requires
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Brief summary. Contraindicated in patients with glaucoma, renal or
hepatic disease, obstructive uropathy (for example: bladder neck
obstruction due to prostatic hypertrophy) or a hypersensitivity to any of
the ingredients. Blurred vision, dry mouth, difficult urination. and
flushing or dryness of the skin may occur at higher dosage levels, rarely
atthe usual dosage.
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