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Fig. 1. status

Pre-thromboembolectomy
Arteriogram of descending aorta shows complete
occlusion of right common iliac artery.



fig. 2. Pre-thromboembolectomy status
‘Arteriogram of right lower extremity shows no visible
arterial circulation of right lower leg due to total
occlusion of right common iliac artery.
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Fig. 3. Post thromboembolectomy status ;
Arteriogram of descending aorta shows recovery of
blood flow on right common iliac arter
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Fig. 4. Post thromboembolectomy status;
Arteriogram of right lower extremity shows recovered
circulation of right popliteal artery.
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A Case of Thromboembolic Complication in Right Common Iliac Artery in a Child with
Minimal Change Nephrotic Syndrome

Hyun Joo Nam, Ji Hong Kim, Pyung-Kil Kim, Byung Chul Chang*

Departments of Pediatrics & Cardio-vascular Sugery*, College of Medicine, The Institute of Kidney Disease, Yonsei
University, Seoul, Korea

Thromboemolism is one of the severe complications of nephrotic syndrome. And arterial thromboembolism is rare
than venous thromboembolism. Hypercoagulability is the main pathophysiologic factors of thromboembolism in

nephrotic syndrome with severe hypoalbuminemia.

We experienced one case of arterial thromboembolism which occured in right common iliac artery. It was seen in

a 6 year-old male child that presented with generalized edema and rigth ankle joint pain. Emergency embolectomy

and anticoagulant therapy (heparin and antithrombin III) was performed. He didn’t have to be amputated and

recovered to self ambulation. This is an uncommon case that successful recovery was possible by early diagnosis and
invasive surgical management with proper anticoagulant therapy. (J Korean Soc of Pediatr Nephrol 2:69-72, 1998)
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