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Successful treatment with stent angioplasty for Budd-Chiari Syndrome
in Behcet's disease
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Budd-Chiari syndrome (BCS) is a very rare vascular complication of Behcet's disease (BD)
characterized by occlusion of the major hepatic vein or inferior vena cava. Percutaneous translurminal
angioplasty (PTA) has been applied to patients with BCS and it has shown favorable outcome.
There has been no reports on therapeutic options for BD complicated by BCS. We report a BD
patient with BCS due to short segment obstruction of inferior vena cava (IVC) and left and middle
hepatic vein, who was successfully treated with stent angioplasty. A 45-year-old male with BD was
admitted with one month history of progressive abdominal distension. Liver function tests showed
aspartate aminotransferase (AST) 46 U/, alanine aminctransferase (ALT} 69 U/, albumin 3.8 g/dl.
Serum-to-ascites  albumin  concentration gradient was 1.7 which implied portal hypertension. Other
laboratory tests were within normal range. Computed tomography (CT) of the abdomen showed
ascites, enlarged fiver with inhomogeneous enhancement of the right lobe, and middie and left hepatic
vein  thrombosis, Contrast-enhanced three-dimensional MR angiography showed short segmental stenosis
of IVC at the hepatic segment. PTA with stent insertion was performed. After stent angioplasty, IVC
venogram showed unlimited flow through IWC into right atrium with the dramatic reduction of IVC
pressure from 24 mmHg to 15 mmHg. Subsequently, abdominal distension disappeared within 5 days.
Follow up CT scan showed a patent IVC with improvement of ascites.
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