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ture, he promptly called into consultation a distinguished surgeon,
who confirmed the diagnosis of acute cholecystitis and advised my
immediate removal to hospital. When I arrived there the diagnosis
was again confirmed by a surgeon of vast experience, and he
advised immediate operation. This took place that same evening,
and a diseased gall bladder, already necrotic in parts, and contain-
ing 15 pigment stones, was successfully removed. Convalescence
was uneventful, and I was discharged on 18 April.

COMMENT

I must now try to relate the symptoms to the course of the
diseasej and I suggest the following as a possible explana-
tion.

Bacterial action first attacked the mucosa, which responded
by a copious secretion of mucus that distended the viscus and
caused the epigastric pain. The distension may have been due
to the inability of the weak muscle fibres in the wall of the
viscus to push the sticky mucus up through the narrow open-
ing of the cystic duct, or maybe a small stone had temporarily
stopped up the opening. In either case lying horizontally in
bed permitted the mucus to escape from the gall-bladder,
relieved the distension, and eased the epigastric pain. During
the four to five hours of freedom from pain bacterial action
slowly penetrated the whole thickness of the wall of the
viscus, and thereupon irritation of the parietal peritoneum led
to pain and tenderness in the right hypochondrium. The next
stage would have been perforation of the wall of the gall blad-
der and diffuse peritonitis.
This experience taught me with regard to acute cholecystitis

(1) that the first symptom may be epigastric pain, (2) that the
first sign may be a distended but not tender gall bladder, (3)
that for one reason or another the gall bladder may then be
able to expel its contents and both swelling and pain may
disappear, (4) that a period of four to five hours may then
ensue in which the patient is free of symptoms, and (5) that
for the first time pain may now be felt in the right hypochon-
drium and lead to tenderness on gentle deep palpation, and so
to suspicion of the true diagnosis. This sequence is important
and is similar to that pointed out many years ago by J. B.
Murphy in cases of acute appendicitis.

I do not know whether the nocturnal bouts of sweating and
rise in pulse rate had any connexion with the presence of gall
stones, but it may be of significance that since the operation a
year ago I have not had a similar attack. Finally, I learned the
truth of the saying that "one is never too old to learn."

I am deeply grateful for the great skill and constant kindness of
all those who so successfully brought me through such a serious
illness.

ZACHARY COPE, M.D., M.S., F.R.C.S.
London N.W.1.

Vitiligo and Gastric Carcinoma
British Medical3Journal, 1970, 3, 148

Patients with vitiligo have an increased incidence of pernicious
anaemia, and patients with pernicious anaemia have a high
incidence of gastric carcinoma. We here report the case of a
man who presented with anaemia and vitiligo and was found
to have a gastric carcinoma.

CASE REPORT
The patient, a 46-year-old brickyard worker, was first admitted

to hospital in November 1961 with a one-year history of sleepless-
ness, a swelling in the neck, and increasingly prominent eyes. An
enlarged nodular thyroid gland and exophthalmos were present on
examination. Thyrotoxicosis was diagnosed being confirmed by an
increased "'1I uptake. The haemoglobin was 72%, P.C.V. 35%,

and M.C.H.C. 31%. The blood film showed hypochromia and
anisocytosis. A subtotal thyroidectomy was performed, which
relieved his symptoms.
He was readmitted to hospital in September 1969 with a 14-

month history of epigastric pain (relieved by alkalis), lassitude and
weight loss for two months, and vomiting for one month. He was
pale with a slight lemon tinge, grey-haired, and had pronounced
vitiligo on both hands and forearms. There was no abdominal
mass, but a gastric succussion splash was heard.

Investigations.-Haemoglobin 38%'; P.C.V. 23%; M.C.H.C.
24%; reticulocytes 2-8%. Film showed gross hypochromia,
anisocytosis, and poikilocytosis. W.B.C. and platelet counts were
normal. Bone marrow showed increased cellularity, suggesting iron
deficiency or haemorrhage. Serum iron was 14 ,ug./100 ml., and
iron-binding capacity 318 jig./100 ml. Serum vitamin B12 level was
less than 100 pg./ml. Occult blood was detected in the faeces
after five seconds. Urea and electrolytes were within normal
limits. Plasma protein level was 7.0 g./100 ml., with excess 'y-
globulins. Fasting blood sugar 100 mg./100 ml.; P.B.I. 4 ug./100
ml.; cholesterol 160 mg./100 ml. Barium meal examination
showed a stenosing carcinoma of the antrum. Malignant cells were
not found in gastric washings. Gastric acid secretion (in response
to intramuscular pentagastrin 6 ,ug./kg.) was 9-8 mEq/hour. Gastric
parietal cell antibodies were present in excess. Intrinsic factor
antibodies were absent and thyroid antibodies and antinuclear
factor were not detected.
He was given 8 units of blood before operation, when an infil-

trating carcinoma of the stomach involving adjacent lymph nodes
was found. A Polya gastrectomy was perfomed (C.W.V.) The
lesion was a moderately well differentiated adenocarcinoma pene-
trating the wall of the stomach and invading local lymph nodes.
The remainder of the gastric mucosa showed chronic inflamma-
tory changes but no atrophy. He made a good recovery and was
discharged home symptom-free.

COMMENT
Various neoplasms of the intestine are associated with signs

in the skin. Vitiligo and carcinoma of the stomach may have
occurred in this patient by chance. It is, however, reasonable
to expect an increased incidence of carcinoma of the stomach
in patients with vitiligo, since a high incidence of pernicious
anaemia has been found in patients with this skin condition
(Allison and Curtis, 1955) and low gastric acid secretion has
been reported (Francis, 1931; Allison, 1945). The evidence
for pernicious anaemia in this patient is based on the low
serum vitamin B12 estimation, the blood picture being
obscured by the gross hypochromic anaemia due to the
bleeding carcinoma of the stomach. Both low gastric acidity
and raised titre of gastric parietal cell antibody were present.
This case is also of interest as it confirms the association of

vitiligo with autoimmune diseases; for not only did the
patient show signs of gastric autoimmune disease but on his
original admission he had Graves's disease-a thyroid
autoimmune disorder.

ADDENDUM.-The patient was seen again as an out-patient
nine months postoperatively. His vitiligo had become much less
obvious and there was no evidence of recurrence of his gastric
carcinoma.

Our thanks are due to Professor I. D. A. Johnston, under whose
care this patient was admitted, and Professor S. Shuster for their
helpful advice.

P. D. WRIGHT, M.B., B.S.,
Senior House-officer, Department of Surgery.
C. W. VENABLES, M.B., B.S., F.R.C.S.,

First Assistant, Department of Surgery.
R. P. R. DAWBER, M.B., B.S., M.R.C.P.,

Registrar, Department of Dermatology.

Royal Victoria Infirmary, Newcastle upon Tyne NEI 4LP.
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