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Fat necrosis secondary to pancreatitis mimicking transverse
colon cancer: a case report
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Abstract

Fat necrosis secondary to pancreatitis can be either mild and
self limited or create severe organ damage, but may rarely lead
to abdominal opancreatic pseudotumor. We report a case of fat
necrosis secondary to pancreatitis which clinically simulates

transverse colon cancer.

Keywords: Fat necrosis, Pancreatitis, Abdominal mass

Introduction

Mesenteric fat necrosis can present as a
pseudotumor a rare complication of pan-
creatitis. We present a case of fat necrosis
secondary to pancreatitis which clinically
simulated transverse colon cancer.

Case report

A 50-year-old woman complaining of re-
current epigastric and RUQ pain and sig-
nificant weight loss from one year ago was
admitted for further work up. The pain was
intermittent and repeated every 2-3 weeks
but between attacks she was well. It was
not associated with fever or jaundice.

On physical examination: head and neck
examination was normal without icter or
lymphadenopathy, the lungs were clear and

no abnormal sound or murmur was heard
on heart auscultation. On abdominal exam-
ination there was no mass, tenderness and
organomegaly.

In paraclinical studies CBC was normal
and there was no leukocytosis at presenta-
tion. Liver function tests, FBS, serum crea-
tinine and electrolytes were all within nor-
mal limit. Increased ESR to 85 mm/hr and
mild hyperamylasemia were the only posi-
tive findings in paraclinical studies (amy-
lase = 383 u/l with upper limit of 200 Tu/l).

Upper GI endoscopy and small bowel
transit were normal. Chest X-ray was nor-
mal. Ultrasonography showed a mildly di-
lated CBD (9mm) and a possible CBD
stone (6mm), and a dilated gallbladder with
two gallstones (22 mm, 8 mm) inside and a
hypo-echoic pancreatic head mass (11x
14mm) was also noted. Abdominal CT scan
(Fig. 1) was performed that confirmed the
pancreatic mass (65%52 mm).
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Endosonography was ordered for evalu-
ation of the mass. It showed a dilated CBD
(10 mm) that contained one stone (6mm)
and sludge was seen in the gallbladder and
CBD, necessitating ERCP. No mass was re-
ported. ERCP was performed and showed a
dilated CBD and small filling defect in it
but pancreatic ducts were normal and after
sphincterectomy large amounts of bile se-
cretions and pus was discharged, but the
patient’s pain and condition did not change
and she remained ill. For more evaluation
of the pancreatic mass, the patient under-
went a surgical consultation which the sur-
geon recommended a laparotomy with im-
pression of pancreatic cancer.

The patient underwent an exploratory
laparotomy 7 days later. During explo-
ration, surgeons reported an inflamed gall-
bladder and a large stony and grossly tu-
moral mass of the transverse colon with ex-
tension towards the pancreas with peritoneal
involvement and lymphadenopathy. Sur-
geons were so sure of the malignant nature
of what they had seen that a radical surgery
(cholecystectomy, choledocho-jejunosto-
my and transverse colectomy with lym-
phadenectomy) was performed. But sur-
prisingly the histological study of the trans-
verse mesocolon mass revealed fat necrosis
and inflammation.

The story in our opinion should have
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been cholecystitis, cholangitis and pancre-
atitis around eight weeks before admission
which had been missed and led to rare com-
plications such as fat necrosis and gallblad-
der walled-off perforation with local in-
flammatory reactions. Now after 8 months
the patient is completely well without any
medication.

Discussion

The incidence of acute pancreatitis in
England, Denmark, and the United States
varies from 4.8 to 24.2 per 100,000 patients
[1]. We usually do not see acute pancreati-
tis as common as western countries be-
cause of prohibition of alcohol consump-
tion in Islam. The most common etiology
in our cases is cholelithiasis. Gallstones
cause 35% of acute pancreatitis in the Unit-
ed States [1]. However, only 3% to 7% of
patients with gallstones develop pancreati-
tis[2]. The risk of developing acute pancre-
atitis due to gallstones is relatively greater
in men (relative risk, 14 to 35) than in
women (relative risk, 12 to 25) [2].

However, more women develop gall-
stone pancreatitis because gallstones are
more frequent in women [2]. While a stone
passes through the papilla it can induce
both cholangitis and pancreatitis and in
contrary to common sense “‘the smaller the
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stone is, the more severe the pancreatitis
will be”.

Acute pancreatitis occurs more frequent-
ly when stones are less than 5 mm in diam-
eter (odds ratio, 4:5) [3]. Small stones (mi-
crolithiasis) are more likely than large
stones to pass through the cystic duct and
cause ampullary obstruction [3]. Mild
acute pancreatitis consists of minimal or no
organ dysfunction and an uneventful re-
covery. Severe pancreatitis manifests as or-
gan failure and/or local complications such
as necrosis, abscess, or pseudocyst. Intra-
abdominal fat necrosis, involving the
mesentery, omentum, peritoneum, and
peri-pancreatic fat and pancreas, is a com-
mon manifestation of pancreatitis.

Other less commonly involved distant
sites include the mediastinum, pleura, bone
marrow, central nervous system, and subcu-
taneous tissues.

Intra-osseous fat necrosis can simulate
septic arthritis and osteomyelitis. Subcuta-
neous fat necrosis presents as subcutaneous
nodules and pancreatic panniculitis.

Mesenteric fat necrosis can present as
pseudotumor that is a rare complication of
pancreatitis.

Etiologies of pancreatic disease associ-
ated with fat necrosis are many and include
acute pancreatitis, chronic pancreatitis, car-
cinoma of the pancreas, pancreatic duct
stones, trauma, ischemia, pancreatic cyst
and pseudocyst, and insulinoma [4-10].

There is no report of fat necrosis which
presents as a colon mass to present. Our
opinion in this case is that fat necrosis of
the transverses colon mesentery led to a
pseudotumor-like mass lesion of the trans-
verse colon.

This case bears in our mind that regard-
less of high radiologic and endoscopic
technical developments, one cannot be a
good clinician without skills in history tak-

ing and physical examination. This is only
achievable by repeated experience, logical
thinking and not relying monothemically
on paraclinical data in routine practice.
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