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also extensive ascites surrounding the liver (Fig. 3). In addition,
a high-density mass (30 Hounsfield units (HU)) was noted in the
anatomical area of the transverse mesocolon. The pancreatic area

A case of acute haematoma of the transverse
mesocolon secondary to acute necrotizing
pancreatitis is presented. with a brief discussion of
the pathogenesis and computed tomographic
findings. The value of computed tomography in
acute complicated pancreatitis is emphasized.

S AIr Med J 1983: 63: 585-586.

The pathway of spread of exudate in acute pancreatitis along the
transverse mesocolon is well described. 1 In addition, findings on
computed tomography (CT) of the inflamed transverse
mesocolon have recently been demonstrated. 2 An acute
haematoma in the tranS\'erse mesocolon has been demonstrated
by CT and confirmed surgically at Baragwanath Hospital,
Johannesburg.

Case report

A 40-year-old Black man with a history of heavy alcohol abuse
was admitted with haematemesis of 3 days' duration, weakness
and oliguria.

On examipation the patient was in shock with a blood pressure
of 80/60 mmHg. Marked gaseous distension was present with
poor bowel sounds. The haemoglobin concentration was 16,9
g/dJ, the white cell count 17 600/~I, the serum amylase level 409
V/I, the prothrombin index 43%, and the serum calcium level
1,95 mmol/l. The patient then passed a melaenic stool and the
haemoglobin concentration dropped to 6,7 g/dl. During the next
few days he was given frequent blood transfusions and it was
noted that he had developed a large epigastric mass and that fluid
had collected in the flanks.

A chest radiograph revealed a right pleural effusion, elevated
right hemidiaphragm, plate atelectasis and volume loss. An
abdominal radiograph showed a centTal abdominal opacity.
Ultrasonography was unsuccessful owing to overlying intestinal
gas.

CT demonstrated a massively oedematous pancreas with
extension of the inflammatory process into the anterior pararenal
spaces and small-bowel mesentery; there was some penetration
of Gerota's fascia of the right kidney (Figs I and 2). There was
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fig. 1. Large low-density mass (0-6 HU) in area of head of
pancreas. There is penetration of Gerota's fascia by the
inflammatory process with extension to the right kidney (arrow).

Fig. 2. Low-density area (head of pancreas) with markedly
heterogeneous blush after bolus of contrast medium. There are
inflammatory changes in the left anterior pararenal space (arrow)
and an irregular area of high density anterior to head of pancreas
(arrowhead). There is no change in the density of the mass
compared with pre-contrast scans.
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Fig. 3. Ascites adjacent to lower border of liver (arrow). There is a
huge high-density mass (30 H U) anteriorly in the anatomical area
of the transverse mesocolon (cursor). .

it elf mea ured 0-10 HU. (The haemoglobin concentration \\·as
7,6 g/dl at the time of the scan.) The mass \,'as not enhanced by
the administration of an intra\'enous bolus of contrast medium.

Although the patient's clinical condition was stable at this
stage, a laparotomy was performed. A large hard mass (8 x 6 cm)
consisting of a haematoma \,'as discovered in the transverse
mesocolon. There ,,'as a necrotic mass in the duodenal area. No
acti\'e bleeding was found. On histological examination the mass
\\"as found to consist of granulation tissue \,'ith blood clot
undergoing organization.

The patient made good progress after the operation and was
discharged I week later. One month later, the epigastric mass
had decreased in ize and he remained \,·ell.

Discussion

Massive haemorrhage is an unusual complication of pancreatic
disease. Significant haemorrhage is aid to occur in 2 - 5% of
patients with acute pancreatitis.3A The proteolytic enzymes
released in acute pancreatitis are responsible for prodllcing the
chemical inflammation and tissue destruction which is the
fundamental lesion. Once the cell envelope has been breached or
there is arteriolar damage ,,'ith ischaemia and bleeding,
haemorrhagic changes are seen macroscopically. In a review of
"isceral vessel erosion as ociated with acute pancreatitis 53 cases
of severe bleeding in acute pancreatitis were analysed.; The
common vessels invoh'ed were the splenic artery (34% of cases),

the gastroduodenal artery (6%) and the pancreaticoduodenal
artery (7%); the middle colic artery was involved in only I case.

rvlortality in acute haemorrhagic pancreatitis is variously
quoted as 33 - 100%, depending on the diagnostic criteria.6

Because of this, several authors have advocated prompt surgical
intervention in patients with this clinical diagnosis. In a recent
report' it was concluded that a conservative approach should be
followed in patients ,,'ith evidence of pancreatic haemorrhage on
CT unless the clinical findings dictate otherwise. In retrospect
our patient did not require a laparotomy and would have
benefited from a more conservative approach.

Although haematomas in the transverse mesocolon (due to
trauma and iatrogenic causes and in patients on anticoagUlant
agentsl.9 have been well described, this is believed to be the" fi rst
case reported in which a haematoma secondary to lJcute
necrotizing pancreatitis developed in the transverse mesocolon.
In a recent report the value of ultrasonography in the diagnosis of
mesenteric haematomas was emphasized and the appearance on
the CT scan of a high-density haematoma in the mesentery
secondarv to trauma was demonstrated. lo The appearance of a
lesion with high-density values (40 - 60 HU) on CT is virtually
specific for a recent haematoma. The HU value of our patient's
mass \,'as lower than expected owing to his severe anaemia, but
was much higher than that of the adjacent normal parenchymal
organs and the other areas involved by the extensive pancreatic
inflammatory process.

In two recent reviews of the colonic complications secondary
to acute pancreatitis 1

1.12 ,no mention was made of this
complication. The colon:i«.complications secondary to acute
pancreatitis may be characterized by three patterns of
involvement: (I) early adynamic or localized paralytic ileus; (ii)
fibrosing or stenosing pericolitis; and (iii) colonic necrosis and
fistulization.

This case report emphasizes the value of eT in acute
complicated pancreatitis.
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