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no laboratory tests for hepatitis A virus markers were available, is
strongly supported by this case.
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Steatorrhoea induced by
allopurinol

Adverse reactions to allopurinol include rashes, renal failure,
hepatic damage, hypersensitivity angiitis, peripheral neuritis, bone-
marrow depression, and cataract formation,' but to our knowledge
steatorrhoea has not been reported. Neither the manufacturer of the
drug nor the Committee on Safety of Medicines has been notified of
such an occurrence. Drug-induced steatorrhoea is usually of mild to
moderate severity.2 We describe a case of severe steatorrhoea induced
by allopurinol.

Case report

An 80-year-old farmer was admitted to hospital in June 1981 with
diarrhoea and weight loss of three weeks' duration. He had suffered from gout,
which had been intermittently treated with allopurinol for the past three
years.3 At the age of 78 he had been admitted to hospital for investigation of
diarrhoea and anaemia. Gastrointestinal radiography (small bowel not
included) had shown no abnormality, and the anaemia had been ascribed to
bleeding haemorrhoids. He had noticed that there was a close association
between his symptoms and ingestion of allopurinol and stopped the medica-
tion himself. He restarted it, however, after a few attacks of gouty arthritis.
Colchicine was not prescribed.
Examination showed wasting and pitting ankle oedema. Laboratory results

were compatible with malabsorption. Haemoglobin concentration was
10 g/dl. Serum iron, albumin, cholesterol, carotene, vitamin B,,, and folic
acid concentrations were low. Results of a xylose tolerance test (25 g), Schilling
test, and iron-loading test were abnormal. Protein electrophoresis showed
a normal pattern. Adrenal and thyroid functions were normal. Serum and
urine amylase activity and urinary 5-hydroxyindole-acetic acid concentrations
were normal. Faecal fat content was 75 g/24 hours. Barium meal follow-
through examination of the small intestine showed dilated loops with
mucosal damage, and small-bowel biopsy showed effacement of normal
mucosal architecture compatible with adult coeliac disease.

Allopurinol was stopped on admission. A few weeks later, after the biopsy
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Clinical course showing association between steatorrhoea, allopurinol, and
gluten-free diet.

results were known, a gluten-free diet was prescribed. A noticeable abatement
of symptoms occurred during the third week of admission, and bowel
movements were reduced to 3 to 4 a day. Severe gouty arthritis necessitated
reinstitution of allopurinol, which produced a striking worsening of the
diarrhoea, though he obediently adhered to his gluten-free diet. Allopurinol
was again discontinued. This was followed by a steady decline in the number
of bowel movements. Four weeks later he showed no clinical or laboratory
evidence of steatorrhoea. After challenge with allopurinol the diarrhoea
recurred accompanied by a generalised rash: both subsided shortly after
withdrawal of the drug. He gradually introduced gluten into his diet and the
diarrhoea did not return. In April 1982 he was taking a normal diet with
large amounts of bread and had one bowel movement a day. Repeat
radiography of the small intestine was normal with no laboratory evidence of
malabsorption. The figure shows the patient's clinical course.

Comment

The association between allopurinol and the diarrhoea in this case,
suggested by the patient himself, was proved unequivocally when on
two separate occasions challenge with allopurinol renewed the
diarrhoea, which abated shortly after withdrawal of the drug. A gluten-
free diet was ineffective whenever allopurinol was resumed, and
reintroduction of a normal diet had no deleterious effect on the
patient's bowel habits as long as he did not consume allopurinol.
Although the histological findings are compatible with adult coeliac

disease, this unique history and follow-up strongly suggest a true case
of allopurinol-induced malabsorption.
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Postoperative infection in shunts
for hydrocephalus: are prophylactic
antibiotics necessary?

Infections are a troublesome complication of cerebrospinal fluid
shunt operations for hydrocephalus and can usually be eradicated only
by removing the shunt. In this report we regard infection arising with-
in six weeks of an operation for primary insertion or revision of a shunt
as a postoperative infection.' The reported incidence of postoperative
shunt infection varies from 2°h to 39%h, with an average of 10% to
15%,o.2 Most reports do not state the time relation of the infections to
the operations; those reports which do distinguish between early
infections, arising within one month of operation, and later infections
that arise after one month. About 70%' of all shunt infections arise
within one month of surgery. Perioperative factors are much more
important with early than late shunt infections. We report an incidence
of 150o/ postoperative infection in 200 consecutive shunt operations.
No patient was given prophylactic antibiotics.

Methods and results

We reviewed 200 consecutive cases of primary shunt insertions or revisions
performed between December 1979 and 24 November 1981. No patient was
given prophylactic antibiotics. A total of 132 shunts were ventriculo-
peritoneal, 55 were ventriculoatrial, 12 were thecoperitoneal, and one was
ventriculovesical. Pudenz-Heyer shunts accounted for 198 of the total. The
remaining two shunts were Spitz-Holter. Registrars carried out 115 proce-
dures, and senior registrars or consultants the remaining 85. Three post-
operative infections occurred, all in operations performed by registrars. The

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J (C

lin R
es E

d): first published as 10.1136/bm
j.284.6333.1914 on 26 June 1982. D

ow
nloaded from

 

http://www.bmj.com/

