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Fig. 1. A 51-year-old woman with deep vein thrombosis associated with hypere-
osinophilic vasculitis.

{ A. Abdominal CT scan shows a low enhancing mass (arrow) in the left kidney and
multiple low density masses (arrowhead) in the right hepatic lobe.

B. HRCT shows a round shaped nodule with surrounding ground glass attenua-
tions (arrow) in the upper lobe of the right lung.

C. Axial CT scan shows thrombosis in the left iliac vein (arrow) without evidence
of iliac vein compression syndrome by right common iliac artery (white arrow
head).

D. Venography obtained after thrombolytic therapy shows improvement of
thrombosis without evidence of stenosis in the left iliac vein. IVC filter was re-
moved 5 days later.

E. Follow-up CT after 2 month shows patent lumen of the left iliac vein.
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Catheter-Directed Thrombolysis of Deep Vein Thrombosis in a Patient
with Churg-Strauss Syndrome: A Case Report'

Jun Beom Park, M.D., See Hyung Kim, M.D., Jin Soo Choi, M.D., Young Hwan Kim, M.D.

'Departments of Radiology, Dong San Hospital, Keimyung University, College of Medicine, Daegu, Korea

Vasculitis by Churg-Strauss Syndrome (CSS) is an uncommon disease characterized by the inflammation of
blood vessel walls and can involve many organs. The clinical manifestations and courses of vasculitis are high-
ly variable. Deep vein thrombosis has rarely been reported in vasculitis by CSS. We report a case of deep vein
thrombosis associated with CSS that was successfully treated by catheter-directed thrombolysis.
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