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lium into the interstitial tissues and then recirculation via the
blood stream. The more pronounced opacification of the
pyramids may be due to greater leakage of contrast medium
in this region.
Chamberlain, Pringle, and Wrong (1966) observed a dense

nephrogram in an adult with acute tubular necrosis. Sub-
sequently Chamberlain and Sherwood (1967) showed uniform
opacification of the kidneys in rats with tubular necrosis
induced by ischaemia or mercuric chloride. We have found
uniform opacification of the kidney in young patients with
renal failure due to the haemolytic uraemic syndrome, and at
necropsy their kidneys have not shown papillary necrosis. A
dense uniformly opaque nephrogram has been observed at
urography in normal patients who had oliguria and dehydra-
tion (Berdon, Schwartz, Becker, and Baker, 1969); this dense
nephrogram was thought to be due to precipitation of Tamm-
Horsfall protein by contrast medium in the tubules. Precipita-
tion of Tamm-Horsfall protein, however, is unlikely to be a
factor in the three cases we report, for none was oliguric or
dehydrated at the start of the radiological studies.

Oliguria did not develop after injection of the contrast
medium. Indeed, there was a brisk diuresis resulting in a 5%
loss of weight in Case 1 and a 3% loss in Case 3, and this was
accompanied by a transient rise in blood urea of about 20 mg./
100 ml. Both weight and blood urea returned to the preceding
levels within 36 hours. The injection of contrast medium did
not have any other demonstrable untoward effects. There was
no subsequent proteinuria or excretion of casts.
The clinical findings alone might suggest that a pre-existing

urological lesion was present. There were, however, none of
the features of obstructive uropathy, infantile polycystic
disease, cystic change of Bowman's capsules, or renal dysplasia
at radiology or at the one biopsy. The findings were not those
of acute pyelonephritis in infancy (Reilly, 1967). Thus there
was no evidence of any renal lesion being antecedent to the
acute illness.

Radiological features similar to those described here were
observed by Mauer and Nogrady (1969) in an infant with renal
damage due to perinatal asphyxia. The underlying disorder
may well be the same.

Clinical assessment alone in these infants did not indicate an
underlying renal disorder of such magnitude and consequence.
Tubular damage may be a relatively frequent complication of
severe gastroenteritis or septicaemia in infancy or of asphyxia
in the newborn. Such renal damage may, at the time, pass un-
detected. Of course, the remaining healthy renal tissue may
grow and compensate for the damage, but a kidney so dam-
aged may be subject to repeated infections or be the cause of
hypertension in early adult life. Repeat radiological examina-
tion of two of the infants showed that the kidneys had not
grown as might have been expected. It would not be sur-
prising if the kidneys remained small with caliectasis and an
irregular outline. The radiological features could then be
indistinguishable from those of chronic pyelonephritis
(Williams, 1958).
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Medical Memoranda

Post-vagotomy Diarrhoea?
British Medical Journal, 1970, 1, 412

CASE REPORT
The patient, a surgeon aged 57, came under my care in March
1968 with severe pyloric obstruction, which had become extreme in
a matter of weeks. Symptoms suggestive of a duodenal ulcer had
been present for 35 years and a duodenal ulcer had been diag-
nosed radiologically in 1960.

Operation was carried out on 3 April 1968. The stomach was
grossly enlarged. The duodenum was very scarred and narrowed
and showed signs of active ulceration. In view of the enlargement
of the stomach, the general state of the patient, and the oedema
surrounding the duodenal ulcer, it was thought that the safest
procedure would be to carry out a short-circuit operation. This
was done, making a posterior, retrocolic gastroenterostomy with a
short loop. Vagotomy was not carried out because of the gastric
dilatation.
He made a good recovery and was discharged on 14 April. He

felt well but was having a loose bowel action every morning.
On 11 June his diarrhoea became much worse and he had an

attack during which he passed liquid stools at two-hourly inter-
vals. This attack necessitated admission to hospital, where he was
treated with Lomotil and mist. kaolin and morphine. There was a
temporary improvement, but the condition relapsed and radiologi-
cal investigations were carried out to make sure that all was well
with the gastroenterostomy.
At this time his plight became known to various surgical friends

and acquaintances-and some of these, without knowing the
operative details, confidently diagnosed his case as an example of
post-vagotomy diarrhoea.
He was readmitted under my care in June 1968, and I sought

the aid of my medical colleague, Dr. G. Neale. A jejunal biopsy
was carried out 1 ft. (30 cm.) distal to the stoma. Histology showed
subtotal villous atrohpy. He was given a gluten-free diet and he
made a rapid and uninterrupted recovery.
He wrote on 8 October 1969 that he was back to his preopera-

tive weight of 10 st. 12 lb. (68-9 kg.). (It fell to 8 st. 7 lb. (54 kg.)
when he developed pyloric obstruction.) He has occasional very
slight indigestion "not enough to bother about." His bowels "open
once daily-occasionally twice. The stool is bulky, a little pale, a
bit fatty." He concluded by saying that his well-being and energy
were normal and he was d3ing long and heavy lists.

COMMENT

There may be other patients in whom coeliac disease has been
brought to light by a gastric operation, and this possibility
should be considered before making the diagnosis of post-
vagotomy diarrhoea.
The history of this patient has been described in order to

draw attention to the fact that unsuspected coeliac disease
may be unmasked by a gastric operation. This possibility
should be more generally recognized.

R. H. FRANKLIN, F.R.C.S.,
Senior Lecturer and Surgeon.

Royal Postgraduate Medical School,
London W.12.
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