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A Case of Acute Pancreatitis:
Portal Vein Superimposed Thrombeosis in a Nephritic Syndrome Patient

Nak Min Kim, Ji Hyung Yoo, Woo Kyung Sung, Su A Yun, Jin Uk Jeong, Jong Ho Shin, and Ki Tae Bang

Department of Internal Medicine, Eulji University Hospital, Eulji University School of Medicine, Daejeon, Korea

Nephrotic syndrome is characterized by hypercoagulability and thrombosis of the renal and deep veins. We describe a case of un-
usual thrombosis in the portal and superior mesenteric veins of a 41-year-old female, admitted for treatment of abdominal pain, who
simultaneously presented with nephrotic syndrome and acute pancreatitis. Laboratory analysis revealed hypoalbuminemia, hyper-
lipidemia, and proteinuria. Abdominal computed tomography revealed acute pancreatitis, thrombosis at the portal and superior
mesenteric veins, and ischemic changes in the colon and small intestines. Anticoagulation therapy was started immediately.
Abdominal pain was subsequently reduced and the ischemic lesion disappeared. Warfarin use could not be terminated immediately.
Empirical steroid therapy commenced without a kidney biopsy. Complete remission occurred after 4 weeks. Following warfarin
cessation, a kidney biopsy was performed, confirming the diagnosis of minimal change disease. (Korean J Med 2015;88:212-217)
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Figure 1. Abdominal post-contrast enhanced computed tomography (CT). (A) A whole edematous pancreas (thick arrow) with peri-
pancreatic fat infiltration (arrow head) was detected. (B) Fluid collection (thin arrow) was observed around the head of the pancreas; CT
grade IV acute pancreatitis was indicated. (C) Portal vein thrombosis (thick arrow) and ascites (thin arrow) were detected. (D) Superior
mesenteric vein thrombosis (thick arrow) was observed.
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Figure 2. Abdominal computed tomography at the 2-year fol-
low-up (post-enhancement). The main portal vein was obli-
terated and multiple collateral veins were observed (thick ar-
TOW).
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Figure 3. Renal histologic findings. (A) No detectable histologic abnormalities were detected on photomicrography (H&E stain, 400%).
(B) Ultrastructural examination revealed focal foot process effacement and focal microvillus transformation of visceral epithelial cells,
with small electron-dense deposits in paramesangial regions (electron microscope, 3,000x).
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