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Isolated Splenic Vein Thrombosis Associated with Acute Pancreatitis

Hyang Soon Song, M.D., Noo Ri Yang, M.D., So Hee Jin, M.D.,
Kyeong Dan Choi, M.D. and Young Taek Jang, M.D.

Department of Pediatrics, Presbyterian Medical Center, Jeonju, Korea

Pancreatic disease is the most frequent cause of isolated splenic vein thrombosis. Splenic vein thrombosis
causes a localized form of portal hypertension known as sinistral or left-sided portal hypertension. Splenic
vein thrombosis may be complicated by the formation of gastric varices, with the potential of massive
upper gastrointestinal bleeding. Whereas splenectomy is considered to be the treatment of choice for
symptomatic splenic vein thrombosis, the role of splenectomy in the patient with asymptomatic splenic
vein thrombosis remains controversial. We report a rare case of acute pancreatitis complicated by isolated
asymptomatic splenic vein thrombosis. Recognition of this disease entity is important because the risk
of secondary wvariceal bleeding, while uncommon, can be life-threatening. (Korean J Pediatr
Gastroenterol Nutr 2009; 12: 221 ~225)
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Fig. 1. Abdominal CT on admission show thrombosis in splenic vein (A) and enlargement of the pancreas and the peripancreatic

fluid collection (B).



Fig. 3. Follow-up abdominal CT after 1 month on initial CT
scan show no significant change of thrombosis in splenic vein,
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Fig. 2. Esophagogastroduo-
denoscopy shows no evi-
dence of varices or bleeding
on gastric fundus and antrum,
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