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Table 1. Possible mechanisms of IVIG against several
immunologic disease.

(1) Down regulation of immune system or inflammatory cell (ITP)
(2)-Neutralization of microbial antigen or superAg (Kawaski )
(3) Reduces complement mediated injury (Dermatomyositis)
(4) Accelerated immune complex removal
(5) Anti-idiotypic direct binding & down regulation
(ITP, Hashimoto thyroiditis)
(6) Acceleration of T-helper & T-suppressor cell function
(Polymyositis)
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IV- gamma Globulin Therapy for Severe AbdomInal Pain Refractory to Steroid Therapy in
Henoch-Scholein Purpura

Yong Ok Kim, Chang Yeun Lee.

Department of Pediatrics, Kosin Medical Center, School of Medicine, Pusan, Korea

Henoch-Scholein purpura is a systemic vasculitis of small blood vessels. It is characterized by nonthrombocytopenic
purpura, abdominal pain, arthralgia and renal involvement. In Henoch-Schlein purpura, severe abdominal pain may be
relived by steroid, but occasionally unresponsive to steroid and conventional analgesics therapy. We tried [V-gamma
globulin for severe abdominal pain, unresponsive to steroid, analgesics, and antispasmodics therapy in HSP, and experi-
enced dramatic symptomatic improvement. So we report three cases of IVIG therapy against severe abdominal pain in

HSP with a brief review of literatures

Key word : Henoch-Schélein purpura, IV-gamma globulin

178



