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to this tumour suppressive effect ofretinoids. The mechanism
of action of these drugs is not clear, but seems more likely
to be a general effect on tumour growth than restoration of
normal DNA repair4.
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Pancreaticoduodenal artery aneurysms are rare cases of
obscure gastrointestinal haemorrhage. We present a case
with coexistent coeliac axis occlusion and discuss diagnostic
and management problems.

Case report
A 67-year-old man presented with dark red gastrointestinal
haemorrhage. Six years previously he had an abdomino-
perineal excision of a rectal carcinoma. Over the next 4
weeks he had 10 further bleeds, each of about 1 1 and of
rapid onset and short duration. The bleeding site was not
demonstrated by colonoscopy, gastroscopy, computerized
tomography (CT) scan or two angiograms performed during
active bleeding.
Following a further large bleed, a laparotomy was per-

formed. There were extensive adhesions but no evidence of
tumour. The whole bowel was full of blood but no bleeding
site was identified, despite extensive on table endoscopy. Two
end ileostomies were raised to identify the direction of any
further bleeding.
He had no further bleeding for 4 weeks, then had a large

bleed via the proximal ileostomy. An angiogram revealed
an inferior pancreaticoduodenal artery aneurysm (Figure 1).
In addition, the coeliac axis filled retrogradely via the
gastroduodenal arcade. The aneurysm was embolized on two
occasions.
He continued to bleed and had another laparotomy which

revealed extensive adhesions and a grossly disorganized
pancreas. The large aneurysm was adherent to duodenum and
encased in pancreas. All surrounding vessels were grossly
abnormal. Aneurysm repair was impossible. It disintegrated
on dissection and with difficulty, the feeding vessels were
ligated.
Postoperatively, he deteriorated and a further laparotomy

revealed ischaemia of the colon and ileum. These were

Figure 1. Arteriogram showing pancreaticoduodenal artery aneurysm
with coils from embolization

resected but he failed to recover and died. He received a total
of 104 units of blood.

Discussion
Pancreaticoduodenal artery aneurysms account for 3% of
visceral artery aneurysms' and are usually caused by
pancreatitis or trauma. Less frequently, they may be
due to atherosclerosis, as in this case. These aneurysms
have no pathognomonic features and are difficult to diagnose.
The usual presentation is abdominal pain which may be
general or local, simulating gastric, biliary or pancreatic
disease2.
Fifty per cent of patients present with major bleeding into

the gastrointestinal tract3. This patient illustrates the
diagnostic difficulty that bleeding from these rare aneurysms
may cause. Abdominal X-ray is not particularly helpful as
it does not show the arterial calcification which occurs with
other visceral aneurysms4. CT scanning may demonstrate
unusual aneurysms but was unhelpful in this case, perhaps
due to pancreatic disorganization. Arteriography is the only
definitive investigation5, but this also, was noncontributory
on two occasions. Similarly, exploratory laparotomy for
obscure gastrointestinal haemorrhage reveals the bleeding
site in only 30% of cases6.
There is no apparent correlation between aneurysm size

and the risk of rupture. However, it is generally agreed that
asymptomatic aneurysms should be surgically treated when
they expand to a diameter three to four times the original
vessel size7. When bleeding occurs, it may stop with con-
servative treatment but repeated rebleeding is usual. Small
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Figure 2. Postmortem appearance ofpancreas and aneurysm

aneurysms may be adequately treated by underrunning8.
Larger ones require ligation of the feeding vessels and
excision ofthe aneurysm. This cannot always be performed
and pancreaticoduodenectomy may be required. Larger
aneurysms have a 50% mortality rate2.
In this case, there was complete occlusion of the coeliac

axis and the pancreaticoduodenal artery was its main
collateral (Figure 2). There have been only two previous
reports of true pancreaticoduodenal artery aneurysms
rupturing into the pancreatic duct system when this
abnormality is present2'9. These aneurysms require repair
not excision in order to maintain circulation to the gut.
Unfortunately, this was technically impossible.
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Subarachnoid haemorrhage (SAH) is a well recognized, albeit
occasional, complication of viral encephalitis'. We are not
aware, however, of published accounts describing SAH
complicating meningoencephalitis where mumps virus was
the responsible agent.

Case report
A 35-year-old man was seen on 14 March 1990, earlier that
day he had become drowsy. There was a 2-week history of
fever and rigors, followed by unilateral scrotal swelling.
Worsening headache and intermittent vomiting had been

present for 6 days. A family member reputedly had mumps
sialadenitis in late February.
At presentation, the temperature was 360C, pulse 56 per

min and blood pressure 110/65 mmHg. The left scrotum
was swollen without testicular tenderness. Neurologic
examination was remarkable for obtundation and bilateral
papilloedema. Signs of meningeal irritation were absent.
Routine blood studies disclosed 18x 1O/9 white cells with
86% polymorphs.
Cranial computed tomography on 16 March revealed blood

in the interhemispheric fissure. Lumbar puncture yielded
uniformly blood stained cerebrospinal fluid (CSF) contain-
ing a xanthochromic supernatant, 8300x 106/1 red cells,
700x106/1 white cells, with polymorphs 21% and lymphocytes
79%, and 0.91 gll protein. Four vessel angiography 3 days
after admission and again 1 month later was normal. Normal
or negative results were obtained for tests of haemostasis
and coagulation, treponemal serology and antinuclear
antibodies.
Specimens taken on 21 March were positive by complement

fixation for antibody to mumps virus S and V antigens, in
serum at 1: 1 024 and in CSF at 1: 64. The albumin con-
centrations in serum and CSF were, respectively, 41 gAl and
0.43 g/l, yielding an antibody index (CSF antibody: serum
antibody/CSF albumin: serum albumin2 of 5.9 (<1.5 in
health3). Mumps specific immunoglobulin (IgM) was tested
in serum and found positive. Concurrent IgG and IgM titres
against cytomegalovirus and herpes simplex, varicella zoster
and measles virus were all < 1: 8 in both serum and CSF.


