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An Unusual Lesser Sac Collection
Causing Gastric Outlet Obstruction with
Coincidental Occurrence of Leriche's

Syndrome: A Case Report

ABSTRACT

ANAND SINGLA', DARSHANJEET SINGH WALIA?, RISHABHPREET KAUR?®

Gastric outlet obstruction in adults is usually caused by pyloric stenosis secondary to peptic ulcer disease or malignancy. However,
there are few other causes such as a foreign body and external compression due to pseudocyst pancreas. We present a rare aetiology
of a large collection of pus in the lesser sac in our patient causing gastric outlet obstruction. A perforated peptic ulcer was suspected
in our patient who had symptoms of sudden onset pain in epigastric region which was referred to back. This was followed by pain in
upper abdomen, vomiting, constipation and fever for which patient was being managed conservatively before being referred to us. The
CECT didn't show any leakage of contrast to the lesser sac making the possibility of healed perforation likely as all other causes were
ruled out at the time of presentation to our hospital. The CECT scan ruled out other causes of gastric outlet obstruction with normal wall
thickness of the stomach and duodenum along with normal looking liver, pancreas and no lymphadenopathy. The liver function tests
and serum amylase were within normal limits. Along with this, there was another unrelated rare coincidental finding of aortoiliac occlusive
disease termed as Leriche's syndrome. Ultrasound guided percutaneous drainage was done following which the patient's obstruction
was relieved and patient was referred to the department of vascular surgery for the mangement of aortoiliac occlusive disease.
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CASE REPORT

A 45-year-old male, chronic smoker, had complaints of sudden
onset severe pain in upper abdomen, vomiting, constipation,
fever, loss of weight and pain in gluteal region for which the patient
was already receiving treatment (was kept nil per orally with
regular nasogastric tube aspiration, PPI's, antibiotics, analgesics
and intravenous fluids) but was referred to our institution as the
patient's condition did not improve. On examination a mass was
palpable in epigastric region and rest of the examination was
unremarkable. His liver function tests and level of pancreatic
enzymes were normal. USG showed a large collection 8cm x 8cm
in epigastric region. On CECT Scan a large cystic multi-loculated
collection was seen in lesser sac measuring 13.5cm x 10.9cm x
10.7cm. However, liver and pancreas were reported to be normal
along with normal wall thickness of stomach and duodenum. This
collection was indenting and compressing the body of stomach,
causing significant luminal narrowing [Table/Fig-1,2]. Major
drainage vessels were normally opacified in proximal abdominal
aorta before the level of renal arteries beyond which calcified
atheromatous plaque was seen upto the bifurcation into common
iliac vessels. For the collection present in lesser sac ultrasound

[Table/Fig-1]: CT Scan section showing lesser sac collection compressing the
stomach which appears slit like causing Gastric outlet obstruction with normal
looking liver and pancreas.

[Table/Fig-2]: Coronal view showing lesser sac collection compressing the stomach
which appears slit like causing Gastric outlet obstruction with normal looking liver
and pancreas.
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guided percutaneous drainage was done and a drainage tube was
left in situ and about 2 litres of pus drained, which came out to be
sterile on culture sensitivity. Following this, the patient's condition
improved and repeated USG abdomen showed that the collection
reduced to 4.2cm x 4cm and then disappeared in a week and no
focal lesion of the pancreas was seen.

On further detailed history and examination patient gave the
history of pain in gluteal region which increased on walking and
relieved at rest. History of erectile dysfunction was also present.
Examination showed feeble peripheral pulses in both the lower
limbs. His fasting lipid profile showed increased triglycerides. CT
angiography of the lower limb showed abdominal aorta below
the level of renal arteries having calcified atheromatous plaques,
causing marked luminal narrowing and complete occlusion of
lumen just proximal to its bifurcation. Bilateral proximal common
iliacs and left internal iliac were almost completely obliterated by
atheromatous plaques [Table/Fig-3,4]. Distal common iliac artery
and internal iliac artery on right side were normally opacified. In
view of this aortoiliac occlusive disease, patient was referred to the
department of vascular surgery for bilateral aortofemoral bypass
surgery.

f !
N ( = — .

[Table/Fig-3]: CT Angiography section showing abdominal aorta below the level of
renal arteries having marked luminal narrowing and complete occlusion of lumen just
proximal to its bifurcation.

[Table/Fig-4]: CT Angiography section showing complete obliteration of bilateral
proximal common iliacs and left internal iliac.
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DISCUSSION

Mechanical obstruction to gastric emptying due to any underlying
disease process leads to Gastric Outlet Obstruction (GOO) [1].
The most common symptoms are abdominal pain, nausea, and
post-prandial non bilious vomiting. The pattern and the rate of
symptom onset, on the other hand, may depend on the underlying
pathology. The basic mechanism of GOO is an obstruction of pyloric
canal or proximal duodenum by intrinsic or extrinsic (compression)
factors. GOO is caused by upper gastrointestinal malignancies as
well as peptic ulcers, gastric polyps, caustic material ingestion,
pyloric stenosis, duodenal web, gallstone obstruction (Bouveret’s
syndrome), gastric tube complications, pancreatic pseudocysts,
and various bezoars which constitute the benign aetiology [1].
In addition to these classical factors, there are also rare causes
including the presence of a Riedel’s lobe, exophytic giant haema-
ngioma of the liver, worm ball, amoebic liver abscesses originating
from liver, massive biloma, cystic lymphangioma of the lesser sac
[2-7]. Liver tumours, haemorrhage, necrosis, and infarction are
very rare. The conditions requiring emergency surgical intervention
like, spontaneous rupture or intraperitoneal bleeding are extremely
rare [1,8]. In our patient a large lesser sac collection of pus led to
gastric outlet obstruction which is a rare cause. There was history
of sudden onset severe epigastric pain which was referred to the
back. Serum amylase level was normal and pancreas was reported
to be normal on CECT scan. Therefore the cause of this collection
was presumed to be a perforated peptic ulcer which had healed
at the time of CECT examination as patient was referred to us after
being managed conservatively for a week. The other possibility
considered was an attack of pancreatitis which had subsided but
left an infected peripancreatic collection in the lesser sac. All the
other causes that could have caused this collection were ruled out
[Table/Fig-1,2].

Leriche’s syndrome includes erectile dysfunction, weakness in
the lower limbs, ischemic pain due to claudication, absent or
diminished femoral pulses, pallor and coldness of both the feet
and legs [9]. Our patient had pain in both lower limbs more so
in gluteal region which increased on walking along with failure to
have penile erection. CT Angiography showed abdominal aorta
below the level of renal arteries having marked luminal narrowing
and complete occlusion of lumen just proximal to its bifurcation
[Table/Fig-3,4].
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Pulses are notably absent below the involved segment of the vessel
with absence of capillary refill [10]. Abundant collateralization
between abdominal, pelvic and infra-inguinal arteries, makes
critical limb ischemia a rare event. In our patient all the peripheral
pulses were feeble due to the formation of collateral circulation. A
more common presentation is of claudication of varying severity
and levels as was found in our patient.

CONCLUSION

In cases of GOO, rare causes should always be considered. Ultra-
sound or Computed Tomography guided percutaneous drainage
along with suitable antibiotics is the mainstay of treatment of
intraabdominal abscesses, except in multiple abscess and abscess
in vicinity to vital structures where an exploratory laparotomy may
be necessary. Although, presence of two rare conditions in the
same patient was a more rare coincidence.
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