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characteristic syndrome of constant wetness associated
with normal regular micturition. In this case evidence
of the upper segment could be seen, but I again failed to
find or catheterize the ectopic opening.

Partial nephrectomy was again easy and practically
bloodless, and I removed most of the dilated ureter.

MALE INCONTINENCE

Temporary incontinence after removal of a very big
prostate by the retropubic method is not uncommon, pos
sibly because the catheter is removed so early. I have not
found that it persists.

Of the 4 patients with male incontinence I have treated,
I followed dissection of a fibrous prostate elsewhere, I
appeared to be caused by widespread excavations follow
ing prostatic abscesses, and I by transurethral resection
of a carcinoma. I used Millin's perineal urethroplasty with
ribbon catgut with success in the first 2, and failure in the
third.

My fourth attempt at urethroplasty was in the patient
mentioned at the beginning of this paper. He had had a
transurethral resection elsewhere which led to moderate
incontinence. At cystoscopy a projecting nubbin of prosta
tic tissue was seen, well above the verumontanum. I
resected this and his incontinence became complete. A
colleague to whom I referred the patient found another
projection and increased his incontinence still further. I
then did a ribbon catgut encirclement of the bulb, with
complete success for 6 months. The patient then had left
renal pain and a non-functioning kidney. After cystoscopy
and retrograde pyelography he again became completely
incontinent. I repeated the procedure with fascia lata,
without success. He then wore a Cunningham clamp for
some years, and finally I performed a sling operation of
the type suggested by Uhle and Bradley,lZ and he has now

Infectious hepatitis is today regarded as being a fairly mild
disease with a good prognosis. It must, however, be re
membered that there can be fatalities-2 % in a series of
1,200 cases reported by Stokes and Miller1-and that com
plications do occur.

Most of us are familiar with the neurological manifesta
tions of hepatic precoma, or with portal systemic encephalo
pathy; it is far less common, however, to find neurological
changes in cases of acute infectious hepatitis, and a further
case is reported here.

CASE REPORT

B.G., a 19-year-old telephone technician, was admitted to this
hospital on 9 October 1960, with a 2-day history of upper ab
dominal pain and nausea. For about 5 days he had noticed that
his urine had been dark in colour, and his stools somewhat lighter
than usual. On examination he was jaundiced, and the liver was
barely palpable and tender. There was no lymphatic-gland en-
largement. .

Laboratory Investigations (l0 October 1960)
Urine: Urobilinogen, present (trace); urobilin, present (trace);

bilirubin, present (+ + + +); and bile acid, present (+ +).
Blood: Haemoglobin, 17·1 G. per 100 m!.; white-cell count,
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dispensed with the clamp and can control his stream, but
is occasionally wet.

ECTOPIA VESICAE

Two patients have been treated by uretero- igmoidostomy,
with I death. The infants were both under 2 years. In
the surviving patient I removed the bladder mucosa and
clo ed the defect 5 years later by the method suggested
by Spence.13 One of the kidneys was moderately hydrone
phrotic 5 years after the uretero-sigmoidostomy.

EPISPADIAS

I have attempted to cure the incontinence in 2 patients
with male epispadias, and failed in both of them. Sym
physiotomy was performed and an endeavour made to
bring together what SweetserH call the 'posterior trans
verse intersymphyseal band'.

SUMMARY

In this paper an attempt is made to assess the results of
treatment in patients (seen and treated personally over a
period of 15 years) who were suffering from true inconti
nence amenable to surgical repair.

I wish to thank Mr. G. McManus for the excellent photo-
graphs. .
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4,500 per c.mm.; neutrophils, 61 %; monocytes, 7%; Iymphocytes,
32%; and erythrocyte sedimentation rate, 18 mm. in first hour.

Liver-functio/llests: Total protein, 7·3 G. per 100 m!.; albumin,
3·6 G. per 100 m\.; globulin, 3·7 G. per lOO ml.; bilirubin (direct),
4· 5 mg. per 100 m!.; bilirubin (total), 5· 8 mg. per 100 m!.; alkaline
phosphatase, 18 King-Armstrong units; thymol turbidity, 8·8
units; thymol f1occulation, positive (+ + +); Takata-Ara reaction,
positive (+); and serum G-O transaminase, 475 units per 100 ml.

Course of Illness
On 12 October the patient started complaining of cramps in

the abdomen and also spasm of the neck. These spasms were
intensely painful and accompanied by profuse sweating. During
the course of the day he had a number of attacks, as follows:
there was a period of hyperventilation followed by a cry, the
head turned 10 the right, right arm and leg rigid, pupils widely
dilated, patient conscious throughout and responding to question
ing. This attack lasted about 30 seconds.

During this attack blood was taken for chemical studies, with
the following results: Blood sugar, 146 mg. per 100 ml.; blood
urea, 29 mg. per 100 ml.; chlorides, 106 mEq. per litre; sodium,
137 mEq. per litre; potassium, 4· 9 mEq. per litre; and calcium,
4·9 mEq. per litre. A lumbar puncture was performed. The pressure
was 140 mm. H.O. The cerebrospinal-fluid (CSF) chemistry was
norma\.

The patient was heavily sedated, mainly wilh paraldehyde,
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but despite the liver disease it was found necessary to add barbi
turates as well. He remained reasonably free of attacks, but on
13 October started having similar altacks again; this time, how
ever, they were left-sided. These attacks were once again con
trolled by sedation, but, since his general condition appeared
poor, it was decided to add cortisone, 25 mg. 6-hourly, to the
regimen of high carbohydrate diet and oral neomycin. 'eomycin
was given to 'sterilize the bowel', since there was the suggestion
of hepatic precoma.

On 15 October he developed a fine, almost Parkinsonian tremor
of both hands, excessive salivation and mask-like facies. There
was also a ptosis of the right eye; pupillary reactions were normal.
This stage was the worst reached by the patient, and from this
time on there was a rapid improvement in his condition.

The dose of cortisone was reduced and, since he was so well,
he was allowed to go home on 27 October, with the injunction
not to exert himself and to return for follow-up studies.

He was last seen on 5 November, when he was feeling very
well. On this date his liver-function tests were as follows: Total
protein, 8·3 G. per 100 ml.: albumin, 4·8 G. per 100 ml.; glo
bulin, 3·5 G. per 100 ml.; bilirubin (direct), 0·4 mg. per 100 ml.;
bilirubin (total), 0·8 mg. per 100 ml.; alkaline phosphatase, 8·8
King-Armstrong units; thymol turbidity, 4·9 units; thymol
f1occulation, negative; and Takata-Ara reaction, negative.

Other investigations of interest which were performed were:
Paul-Bunnell test, negative; leptospiral agglutinations, negative;
and viral studies of blood and CSF, negative. There was no in
crease in urinary amino acids.

DISCUSSION

We were faced in this case with a triple problem: (I) Did
this patient show neurological manifestations as an unusual
presentation of infectious hepatitis? (2) Was this infectious
hepatitis with coincident encephalitis? (3) Was this epilepsy
precipitated by infectious hepatitis?

In their series of 1,200 cases, Stokes and Millerl reported
involuntary movements in 6 patients, ankle clonus was
present in 8, and facial palsy, external rectus palsy and
external strabismus were seen in single patients. McMath2

stated that neurological complications of infective hepatitis
were rare. The incidence varied from 2 of 170 cases in one
series, to 32 of 151 cases in another.

Himsworth3 described limbs with a peculiar clasp-knife
rigidity not unlike that in Parkinson's disease; occasionally
fine tremors and spasmodic movements are present, rarely
do convulsive attacks occur. There may also be drenching
sweats, and both these and the convulsive attacks may
sometimes be caused by hypoglycaemia consequent on impair
ment of the glycogenic functions of the liver.

Stokes, Owen and Holmes' classified the neurological
findings in infectious hepatitis into 4 main groups:

1. Coma, convulsions, delirium, and incontinence.

2. Generalized or localized muscular rigidity with in
creased tendon jerks, with or without a Babinski sign,
choreiform movements, and in one case a Parkinsonian
tremor.

3. Large focal haemorrhages into the nervous system,
which mayor may not produce focal signs.

4. Peripheral neuritis.
The same authors make the following suggestions to

account for the occurrence of the pyramidal and striatal
signs: (a) Mutation of the infectious hepatitis virus giving
it a neurotropic character, (b) specific attack on basal ganglia
and pyramidal tracts by products of autolysed liver cells, and
(c) toxins from the bowel passing through an incompetent
liver.

In the case reported here the signs were a mixture of
pyramidal and basal-ganglion involvement. The cerebro
spinal-fluid findings were normal, and this bears out the
finding of Stokes, Owen and Holmes,' although Sherlock5

stated that 'an increase in protein and lymphocytes of CSF
has led to the suggestion that the hepatitis virus may have
ne urotropic properties'.

The drenching sweats which occurred in this patient have
already been referred to, but the normal blood sugar does
not bear out the contention of hypoglycaemia.

Despite the apparent severity of this patient's condition
and the initial alarm occasioned by his bizarre symptomato
logy, his response was good. Before the steroid era, Lescher6

had stated that the general prognosis of nervous complica
tions seemed to be good, even though the patient may be
profoundly ill. 7 Steroid therapy in this case may, however,
have accelerated the resolution of the disease as shown by
the rapid return to normality of liver-function tests, since
it is known that cortisone and ACTH cause a rapid fall
and a lower peak in the serum-bilirubin concentration, and
more rapid reversion to normal of the thymol and cephalin
cholesterol tests. 5

In view of the normality of the CSF findings, and the
normal viral, leptospiral and rickettsial studies, and also
the virtually spontaneous response and complete resolution
of the condition, it seems that this was a neurological mani
festation of infectious hepatitis rather than a concomitant
encephalitic process.

SUMMARY

A case of infectious hepatitis with neurological manifesta
tions is described. Recovery was complete. The literature
on the subject is briefly reviewed.

I thank Dr. H. Rompel, Superintendent of the South Rand
Hospital, for permission to publish.
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DIE SUID-AFRIKAANSE HARTVERENIGING, TAK STELLENBOSCH

Die yolgende vergadering van die Suid-Afrikaanse Hart

vereniging. Tak Stellenbosch vind plaas op Donderdag 24

Augu tlIS om 8.15 nm. in die groat Voorlesingsaal, Karl

Bremer-hospitaaL Bellville. As spreker tree op dr. P. V.

Suckling, oar die onderwerp 'Coxsackie-miokarditis in die

pasgeborene'.


