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in 12 cases during summer and in 18 cases (36 %) in
the control series.

Discussion
In a previous communication from this hospitaP it

was stated that stool cultures from 20 cases with severe
diarrhoea had not yielded any pathogenic bacteria.
However, the investigation was designed primarily to
detect specific strains of B. coli and was not suited to the
recovery of dysentery bacilli.

In the present survey no attempt was made to identify
any potentially pathogenic strains of B. coli and the
media employed favoured the growth of Shigella and
Salmonella organisms. The former were found in 6%
of children with diarrhoea in winter and 14 %in summer.
Previous work carried out at this hospital indicates
that the number of swabs positive for Shigella organ
isms might have been 10-20 % higher, if specimens had
been submitted repeatedly from each patient during
the course of his illness. However, it appears certain
that dysentery was present in not more than 20% of
the children.

Shigella f1exneri was the commonest cause of dysentry
in our patients. This differs from present-day experience
in Great Britain4 and the State of New York2 where
Shigella sonnei is more prevalent.

Some light has been thrown on the causation of those
cases of 'gastro-enteritis' at this hospital which cannot
be attributed to infection with dysentery bacilli. Sal
monella organisms were discovered in 12 patients of
the summer series. (In our experience at this hospital,

extending over several years, infection with Shigella is
2-3 times as common as infection with Salmonella
organisms.) Proteus was grown frequently from patients
during the summer period. There is evidence that some
strains of Proteus can cause diarrhoea in man,5 and it is
possible that during the summer they are an important
cause of diarrhoea in this area.

Most subjects in the winter series were suffering
from upper-respiratory-tract infection, and the diar
rhoeal attacks in these patients could probably be
classed as 'parenteral' in origin. It is noteworthy that
no growth was obtained on the selective media in 61 %
of the winter series.

It was only occasionally possible to distinguish on
clinical grounds between patients suffering from dysen
tery and those with 'non-specific gastro-enteritis'. This
did not surprise us, because the clinical picture of
diarrhoea in children is governed, apart from the
infecting agent, by such factors as the infecting dose,
the age of the patient, his state of nutrition and, under
certain circumstances, atmospheric temperatures. This
aspect of the diarrhoea problem will be dealt with in a
future communication.
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Whereas it is well known that races may vary in their
proneness to certain diseases, such differences are
probably being increasingly recognized as due to en
vironmental factors. Where apparent differences
between races exist in the incidence of some conditions,
it may be found that these discrepancies are due to
inadequate investigation, and to this group may belong
the disease termed epiloia.

The condition known as tuberous sclerosis or epiloia
does not thus far seem to have been reported in the
Bantu races of Africa. Bourneville, in 1880, first estab
lished tuberous sclerosis as a morbid entity. Brain!,
in 1940, categorically stated that it occurred in White
people only, but subsequently he amended this view
and said that 'it is almost confined to the White races',
chiefly the poorer c1asses.2 Kinnier Wilson 3 also held
the view that tuberous sclerosis seemed to leave the
Coloured races alone. Penrose,4 who suggested that
the familial incidence pointed to some genetic mechan
ism and that it might be due to the coincidence of two
or more dominant genes, made no mention of its occur
ence in different races. Mayer-Gross, Slater and Roth5

expressed the view that it appeared to be due to a simple
dominant gene, and they quoted Gunther and Penrose
(1935) as having estimated that a quarter to half of all
cases were due to fresh mutation; they did not refer to
racial incidence.

The slow recognition of this disease in the South
African Coloured races is no doubt due to the fact
that there is as yet no special institution for non-Euro
pean mental defectives in the country, and hence the
condition rarely comes under the observation of those
at all familiar with it. During 1948 an unmistakeable
case of epiloia was recognized on its admission to the
Tower Hospital, Fort Beaufort, by Dr. L. van Dam,
but not reported by her. This patient is still in hospital,
and the case, in view of the alleged rarity of epiloia in
non-European races, is thought to be of interest.

The patient was born on a farm near Grahamstown
in 1932. She is not known to have had any European
ancestors and her appearance is typically negroid.
She has the somewhat lighter-shade brown skin com
monly seen in South African Natives. Her family
history, obtained recently from the owner of the farm
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where .she grew up, was to the effect that 'her own sister
has a sprinkling of warts all over her face; her mother
and Qne of her mother's sisters each had a big bunch of
what looked somewhat like warts on the sides of the
nose'.

In 1948 at the age of 17 years she was admitted to
mental hospital because her father had reported that she
suffered from convulsions which were increasing in
frequency; according to him the fits had started several
years previously and at first occurred about once per
month, but had increased to 2 or 3 per day.

When admitted to hospital she was found to be in
good physical health but had typical adenoma sebaceum
overlying the butterfly area of the face. Her blood
Wassermann was positive but the cerebrospinal fluid
showed no abnormality. At that time the expression
of her face was described as vacant and her replies to
questions were slow, but with patience she could be
persuaded to reply relevantly to· simple questions and
could count up to 10 on her fingers. However, she was
unable to name many simple objects. In general con
duct she was asocial and at times restless and impulsive,
but she was not incontinent and could feed and dress
herself.

During her 1st year in hospital she had 12 major
epileptic fits and during her 2nd year 41. Subse
quently the number of fits decreased and during her
5th year she had only 3. During the 6th year no fits
were reported.

At present she has characteristic adenoma sebaceum
covering the face, but careful examination fails to dis
cover retinal phakomata or tumours elsewhere in the
body.

Her intelligence seems to be that of an imbecile
(accurate testing on the Binet-Simon Scale is not pos
sible as she is a Native). She now behaves well and does
some mechanical tasks in the ward. There is nothing
to suggest that she has deteriorated intellectually or in
personality.

The radiologist's report on X-ray of the skull was:
'There is fine conglomerate stippling with a more
sclerotic focus and other less marked foci of increased
density in the area of the parietal lobes; these are con
sistent with a process such as tuberous sclerosis.

I have to thank the Commissioner for Mental Hygiene, Dr.
I. R. Vermooten, for permission to publish this case report.
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QUESTIO S ANSWERED

PAIN IN MULTIPLE MYELOMATOSIS

Q. I have a patient with multiple myelomatosis, and I seek
advice as to palliative treatment for the pain, etc. Morphine
products cause nausea. She is at present on daily hydrocortisone,
potassium chloride, a long-acting androgen (T.P.P.) weekly and
a long-acting ACTH preparation (Corticotropin Z) weekly.
Largactil does not do much good. She is also wearing a spinal
brace.

A. This is a difficult condition to treat and few of the remedies
available are of any value. The best way to alleviate pain in any of
these malignant states is to make a direct attack on the condition
itself. In multiple myelomatosis if there is a local area of pain then
local measures may be effective, e.g. local irradiation or nerve
block. In most cases the pain is widespread and for this the best
results are obtained by the use of urethane. It is usual to start
with 1-2 g. per day and increase gradually to a daily dose of 4-6 g.
The drug causes nausea, which can sometimes be avoided by the
use of enteric coated tablets. Cortisone, ACTH, nitrogen mustard

ABSTRACT

Topical Cortisone in Syphilitic Interstitial Keratitis. Review of
Twenty-three Cases (29 Eyes). G. O. Home. Brit. J. Yener.
Dis., 31, 9. March 1955.

This long article summarizes the literature on the subject and
reviews the author's cases. He concludes that topical cortisone is
imperative in the treatment of syphilitic interstitial keratitis.
The treatment should l?e started as soon as possible, preferably
ill hospital. Hydrocortisone (Compound F) is the best prepara
tion--one drop of cortisone suspension hourly or 2 hourly round
the clock in severe cases. The topical treatment is preferable to

and 32p have all proved disappointing. It has recently been claimed
(Blood, 1955, 10, 252) that a rather striking symptomatic improve
ment has been obtained with a combination of urethane (0'5 g.)
and an oral nitrogen-mustard compound (R 151 or 13 naphthyl
dichloropropylarnine, 25 mg.)-the two drugs together in a gelatin
capsule--daily dose 2-4 capsules. This combination of drugs was
obtained from Messrs. Boots Pure Drug Co. Ltd., Nottingham,
England. It proved to be non-irritating to the gastric mucosa.

Stilbamidine has been largely abandoned because of its toxic
effects but it has been claimed that hydroxystilbamidine isethionate
(May and Baker)-250 mg. dissolved in 10 m!. given slowly intra
venously-is less toxic and as efficacious. It might be tried after
the other drugs have failed or lost their effectiveness.

Finally, pain-relieving drugs-eodeine, pethidine physeptone,
morphine, omnopon-ean all be tried (with chlorpromazine
should vomiting prove to be troublesome).

At the best the treatment is palliative.

UITTREKSEL

subconjunctival injections. Topical cortisone appears to be
equally effective whether or not antisyphilitic therapy is given at
the same time, although it is recommended that antisyphilitic
therapy should be given.

In early cases of keratitis inflammation is rapidly suppressed.
In later cases indolent infiltration of the cornea and kerotic pre
cipitates may not be cleared by cortisone. Treatment should be
carried on for several weeks and careful watch made for relapses,
preferably by slit-lamp examination. When these occur topical
application is renewed.
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