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M. Gelfand1 states that disseminated sclerosis does not
occur in the Bantu. F. M. K. Muwazi and H. C. Tro­
well2 in their comprehensive review of Neurological
Disease among African Natives of Uganda, state 'we
have never encountered any of the demyelinating
diseases of the nervous system. It is true a few cases of
disseminated sclerosis have been reported in Africans
in West Africa, yet the case records and investigations
were somewhat restricted and the autopsy material
scanty'.

B. Goldstein 3 reported 2 cases in East African Natives,
one disseminated in type, the other of the progressive
spastic paraplegic type seen in middle-aged persons.

Craig Cochran4 reported a case in a non-European
female of Xosa and Coloured extraction.

CASE RECORD

The following is the case record of a patient, of pure
Bantu descent (daughter of a Zulu father and a Msutu
mother) who presents the clinical picture of dissemin­
ated schlerosis.

M.M., aged 26, employed in a bakery, was first admitted on
26 Julv 1955 with the following complaints:

For" a month before admission she had been walking 'like a
baby'. She had noticed that on looking to the right she saw
double and on turning her head to the right she experienced
dizziness. This dizziness would occasionally cause her to fall
10 the ground. There had been a tendency over the previous
month to drop objects, more so from the left hand.

Before this the patient had been quite well, except that over
the past year she had occasional headaches, which if anything
had tended to diminish in severity and frequency.

The findings on examination were: A fine nystagmus to the
right and a coarser one to the left; diminished corneal reflex on

the left. The left limbs were hypotonic, with a marked intention
tremor and incoordination of alternating movements in the
left hand. The patient showed similar cerebellar signs oh the
right, but much milder in degree.

The remainder of a detailed neurological examination was
entirely negative.

The following investigations were carried out soon after ad-
mission:

X-rays of chest and skull were negative.
Full blood-count showed no abnormality.
Lumbar' puncture; pressure 150 mm. of water and a satis­

factory response to jugular-vein compression; cells-2 Iympho­
cytes per c.mm.; chlorides 690 mg. %, sugar 44 mg. ~;.;, protein
118 mg. %; Wassermann reaction negative.

Wassermann reaction of the blood was negative.
During the next few weeks while in hospital the patient com­

plained of precipitancy.
On 19 August a vertebral angiogram showed no displacement

of the vessels and no abnormal filling defects. Shortly afterwards
her condition began to improve and by the end of August
she no longer complained of diplopia or dizziness and the cere­
bellar signs, though still present, were greatly diminished.

In October the cerebellar signs again became marked and in
addition the patient developed totally new symptoms and signs.
She complained of excessive salivation and dysphagia and her
speech was markedly slurred. The excessive salivation and dys­
phagia subsided after a week, but the slurring of speech became
worse. There was weakness of both lower limbs, so much so
that she could not support herself. Both the knee and ankle
jerks were greatly increased, ankle clonus being elicited on the
left side; the spasticity was more marked on the left side. Gradu­
ally the spastic paraparesis regressed, but at the end of ovember
the patient developed a marked weakness and spasticity of the
whole of the left side, more marked in the face than the arm,
and in the arm than the leg. By the end of December the spastic
hemiparesis of the left side was the dominant lesion.

On 19 November an air encephalogram was carried out and
showed that the fourth, third and lateral ventricles and the aque­
duct of Sylvius were of normal size, shape and position. In none
of the pictures were there any abnormal filling defects. On
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26 November audiogram and caloric tests were carried out and
found to be normal. •

The patient again improved and towards the end of January
1956 she was discharged. At this 'stage her signs and symptoms
were decreasing and she was just barely ambulant with help.
Except for a few days in December during which the right pupil
was found to be smaller than the left (but both pupils reacted to
light and accommodation) she had developed no further signs.

The patient was readmitted for follow-up on 5 April 1956
when the findings were as follows: Slurring of speech, nystagmus
to the right as well as to the left-coarse in hoth directions. A
fine vertical nystagmus on upward gaze. The corneal reflexes
were now brisk and equal on both sides. There was bilateral
spasticity and cerebellar signs, both more marked on the left
than on the right.

Now, however, in addition to these signs there was a loss of
joint position sense in the right big toe. This sensory abnormality
disappeared completely towards the end of April and about this
time the inequality of the pupils, as previously described, re­
appeared for a few days.

Throughout the patient's stay in hospital her mental state was
one of euphoria.

At the time of her discharge in the middle of May 1956 she
was able to walk the length of the ward by means of holding on
to beds or using crutches.

Repeated cerebrospinal-fluid studies showed negative Wasser­
mann reactions, protein which ranged from llO to 150 mg. %,
and a negative colloidal-gold curve.

DIFFERENTIAL DIAGNOSIS

'Moderately severe mixed case is likely to be con­
founded only with diseases whose morbid processes
are diffused; and of these cerebro-spinal syphilis alone
need be considered. Clinical resemblance between the
two is often intimate, but a history of the latter may be
forthcoming, and in any case laboratory tests suffice
to distinguish'. 5

Against a diagnosis of acute disseminated encephalo­
myelitis are the absence of a history of vaccination or
any infectious fever, the bright intelligence as against
the post-encephalic 'vegetable', and the dissemination
in time and place. In the non-European bizarr~ nervous
presentations of avitaminosis are always to be con­
sidered.s This patient was extremely well nourished
on admission and the dissemination in time and place
occurred while she was in hospital on a well balanced
diet.

Tumour infiltrating the base of the brain may simu­
late disseminated sclerosis. 7 The normal CSF pressure
with satisfactory response to jugular-vein compression,
the absence of increased intracranial pressure, and the
normal findings of the special investigations, are against
this diagnosis; as is the course of the disease as de­
scribed in our patient.

Two points differ from the text-book description of
disseminated sclerosis, viz. (1) the negative colloidal­
gold curve, and (2) the protein in the CSF ranging
from 110-150 mg. %. evertheless, these differences

are compatible with the diagnosis of disseminated
sclerosis.

Differences in incidence of positive colloidal-gold
curves result from minor differences in technique. In
the City Hospital of New York a 60-70 % incidence
of a positive colloidal-gold curve was obtained in
disseminated sclerosis;8 whereas at the Neurological
institute of New York the incidence was 10-20 %.
It is generally agreed that the percentage of positive
curves in routine clinical laboratories in disseminated
sclerosis is low.8

McAIpine9 in 512 cases found a protein greater than
100 in 5 cases. A protein as high as 255 has been re­
corded in disseminated sclerosis.lo A high protein is
found in 32 %ofcases in the initial stages of the disease.lo
Picht, SeuberIing, Gaupt and Schroeder found the
percentage of CSF abnormalities to be directly pro­
portional to the severity of the clinical picture.l° The
high CSF protein in our case may well be associated
with the rapidly progressive severity of the condition.

SUMMARY

A case is described in a young Bantu woman with a
clinical picture typical of disseminated sclerosis. If
the Datient was a European no other diagnosis would
have been entertained. In the Bantu, however, one
accepts this diagnosis with reservation and awaits
further developments.

SA.MEVATTING

'n Klinies tipiese geval van verspreide sklerose in 'n
jong Bantu vrou word beskryf. As dit'n Blanke pasient
was, sou hierdie diagnose algemeen aangeneem wor.d. /
In die Bantu egter is die diagnose minder seker en
moet 'n mens wag op verdere verwikkelings.

We wish to acknowledge thanks to Drs. S. M. Stone and G. W.
Brammer of Germiston, who referred the case to us and kept us
in contact with the patient. We wish to thank Dr. G. D. Elliot,
Acting Superintendent of Baragwanath Hospital, for permission
to publish this case.
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UNION DEPARTMENT OF HEALTH BULLETIN

Unioll Department 0/ Healrh Bulletill. Report for the 7 days
ended 16 August 1956.

Plague, Smallpox, Typhus Fever: il.
Epidemic Diseases in Other Countries.

Plaf!lIe: Nil.

Chafera in Chalna (Pakistan).
Smallpox in Rangoon (Burma); Bombay, Karikal, Madras

Pondicherry, Visakhapatnam (fndia); Makassar (Indonesia);
Dacca, Lahore (pakIstan); Mombasa (Kenya).

Typhus Fel'er in Alexandria, Cairo (Egypt).


