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Recurrent gastrointestinal bleeding associated
with chronic pancreatitis

A P Jenkins, M M El-Omar, J C L Booth, A K Banerjee, K G Bumand, R P H Thompson

Abstract
A 52 year old man with chronic pan-
creatitis presented with recurrent upper
gastrointestinal bleeding. Gastroscopy
was normal, but visceral angiography
suggested that there were gastric varices.
Despite treatment with propranolol he
had further episodes of bleeding and so
underwent splenectomy to decompress
the gastric varices. When the spleen was
removed, however, an inflammatory mass
in the head ofthe pancreas adherent to the
posterior gastric wall was noted. Within it
the splenic artery was visible and com-
municated with the gastric lumen through
a small opening in the gastric wall. The
artery was ligated and the patient has
since had no further bleeding. Thus,
chronic pancreatitis should be considered
as a cause of recurrent upper gastro-
intestinal bleeding, especially when
gastroscopy is normal.
(Gut 1995; 36: 314-316)
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The association between chronic liver disease
and upper gastrointestinal bleeding is well
known, and endoscopic evidence of varices,
congestive gastropathy or ulcers can make the
diagnosis easy. Chronic pancreatitis, on the
other hand, is less well recognised as a cause of
recurrent gastrointestinal bleeding and there
are seldom abnormal findings on routine
endoscopy. We describe a patient who had
recurrent episodes of upper gastrointestinal
bleeding and repeatedly normal gastroscopies,
in whom chronic pancreatitis was eventually
diagnosed as the cause of the bleeding.
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Case report
The 52 year old master of a Cross Channel
ferry was admitted to his local hospital in
September 1991 after a large, fresh haema-
temesis. He had no previous history of gastro-
intestinal bleeding but in 1987 chronic
pancreatitis had been diagnosed from an endo-
scopic retrograde pancreatogram; the aetiology
was probably alcohol abuse, as he was then
drinking six units of alcohol/day. Gastroscopy
did not identify a source for the bleeding and
he was given omeprazole 20 mg every day
before discharge. In October 1991, however,
he was readmitted after an episode of melaena,
for which he required transfusion of six units of
blood. Barium enema and sigmoidoscopy were
normal, but he continued to experience minor
episodes of melaena and again required blood

transfusion. He was therefore referred for
further investigation to the Dreadnought
Seamen's Unit at St Thomas' Hospital.
On admission he was well. Investigations

showed: haemoglobin 84 g/l, white blood cell
count 5*3X 109/1 and platelet count 402X 109/1.
Coagulation studies and liver blood tests were
normal as were gastroscopy, barium enema,
total colonoscopy, and abdominal ultrasono-
graphy. Coeliac axis angiography showed a
normal arterial phase, but in the venous phase
there was no filling of the splenic vein with
instead enlarged varicose collateral veins drain-
ing the spleen into the superior mesenteric vein
(Figure). A diagnosis of gastric varices was
made and he was given propranolol 40 mg
thrice daily and discharged. He experienced no
further gastrointestinal bleeding for nine
months and the haemoglobin concentration
remained normal. Because of considerable
fatigue, however, the dose of propranolol was
reduced to 40 mg twice daily.

In August 1992 he was readmitted locally
after a further haematemesis. Gastroscopy was
again normal and he was transfused four units
of blood. The dose of propranolol was
increased again to 40 mg thrice daily, but he
had another episode of melaena necessitating a
further admission. He was therefore transfused
an additional four units and transferred back
to St Thomas' Hospital in September 1992
where a further gastroscopy showed fresh
blood in the stomach but no endoscopic
evidence of gastric varices. He continued to
pass fresh melaena necessitating another trans-
fusion and so underwent laparotomy with a
view to splenectomy on 22 September.
At laparotomy the spleen was not enlarged

and no gross collaterals were noted around the
stomach, but after splenectomy had been
performed it was apparent that there was a
mass in the head of the pancreas adherent to
the posterior aspect of the stomach high on the
lesser curve. The stomach was mobilised offthe
pancreas and the splenic artery was then visible
in the base of the pancreatic mass, with a small
opening in the gastric wall communicating with
the artery. The splenic artery was underrun, the
opening in the gastric wall closed, and a truncal
vagotomy and pyloroplasty performed.
He has had no further episodes of gastro-

intestinal bleeding for 12 months. A subse-
quent computed tomogram has shown a 2 cm
diameter pseudocyst in the head of the
pancreas.

Discussion
The cause of upper gastrointestinal haemor-
rhage remains undiagnosed in between 5 and
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(A) Arterial phase of coeliac angiogram showing normal splenic and hepatic arteries;
(B) venous phase of coeliac angiogram showing enlarged varicose collateral veins
(indicated by an arrow) draining the spleen by the gastric veins into the superior mesenteric
and portal veins. No filling of the splenic vein is seen.

1 0% of patients after initial gastroscopy. 1
Especially in the presence of blood, lesions of
the oesophagus, stomach, and duodenum may

be missed; conversely, lesions such as
Dieulafoy's gastric vascular abnormality or
bleeding from the bile or pancreatic ducts may
only be diagnosed if they are actively bleeding
at the time of endoscopy. A few sources of
upper gastrointestinal bleeding are inaccessible
to routine endoscopic inspection, such as
vascular abnormalities of the small intestine,
bleeding from a Meckel's diverticulum or an
aortoenteric fistula.

Both acute and chronic pancreatitis are
recognised causes of endoscopy negative upper
gastrointestinal bleeding. The most common
reason is probably bleeding into a pseudocyst.
As a pseudocyst enlarges small vessels in its
wall may rupture with bleeding into the cyst
and, thence, if there is communication
between the cyst and pancreatic duct, into the
duodenum through the pancreatic duct. This
is usually venous bleeding and not severe.2
Alternatively, a pseudocyst may erode a peri-
pancreatic artery, most commonly the splenic
artery.3 The resulting haemorrhage into the
pseudocyst may be contained initially as a
pseudoaneurysm before there is bleeding
into the pancreatic duct and duodenum.
Occasionally an enlarging pseudoaneurysm
may rupture into adjacent gut or even the
peritoneal cavity.3 Pseudoaneurysms can also
occasionally form in the absence of pseudo-
cysts by direct erosion of adjacent arteries
by the inflammatory process within the
pancreas.3 4
The other important cause of bleeding in

chronic pancreatitis is thrombosis of the
splenic and less commonly portal vein, which
lie posteriorly to the pancreas.5 6 Splenic vein
thrombosis causes 'left sided' or regional portal
hypertension, which typically presents with
splenomegaly and gastric varices, formed by
the short gastric veins, often in the absence of
oesophageal varices. The gastric varices are
usually in the gastric fundus and around the
cardia and their diagnosis can be difficult
because they resemble rugal folds at endo-
scopy, which was thought to be the explanation
for why they were not visualised in our patient.

Visceral angiography is the method of choice
for investigating gastrointestinal bleeding from
a suspected pseudoaneurysm associated with
pancreatitis.7 8 If angiography is continued into
the venous phase thrombosis of the splenic or
portal vein can be diagnosed and gastric
varices shown. This was so in this case,
although the bleeding from the splenic artery
into the stomach was not shown, presumably
because there was no active bleeding at the
time of the investigation. In retrospect it seems
probable that the radiological diagnosis of
gastric varices in our patient may have been an
incidental finding. The varices were probably
small, because they were not seen at endo-
scopy, nor was there evidence from ultra-
sonography or laparotomy of severe 'left sided'
portal hypertension. It is, therefore, more
likely that the major source of bleeding was
the splenic artery through its communication
with the stomach. Thus, although visceral
angiography can be helpful in diagnosing the
cause of bleeding associated with chronic
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pancreatitis, in our case the findings were mis-
leading and delayed definitive diagnosis.

Pseudoaneurysms may be treated by
surgical ligation of the vessels accompanied, if
necessary, by drainage of a pseudocyst or
local pancreatic resection.3 9 Angiographic
embolisation has been used for pancreatic
pseudoaneurysms either as a temporary
manoeuvre to control bleeding while awaiting
surgery or as definitive treatment for bleed-
ing.10 11 Patients in whom angiographic treat-
ment has been used will often require
subsequent surgical treatment for a pseudo-
cyst. For gastric varices, local endoscopic
injection of the varices with tissue adhesive or
thrombin may be effective.12 Treatment with
propranolol may prevent rebleeding, but
splenectomy may be needed to decompress the
short gastric veins.

In conclusion, patients with chronic pan-
creatitis occasionally present with recurrent
gastrointestinal bleeding. As our case showed,
arterial haemorrhage in these patients can
result from the involvement of adjacent arteries
by the inflammatory process in the pancreas,
but variceal bleeding as a result of 'left sided'
portal hypertension must also be considered as
a cause of severe haemorrhage.
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