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One Case of Gamdutanggamibang-treated Acute Hepatitis Caused by Acute Paraquat Poisoning

Myoung-Ah Han, Sun-ho Shin, Dong-Woung Kim, Jin-Young Choi, Gwan-Su Seo, Gwon-Il Cho, Hak-Soo Shin

Department of Internal Medicine, College of Oriental Medicine, Wonkwang University, Chonju, Korea

Paraquat is one of the widely used herbicides. But it is fatal, if it is consumed by people. Paraquat poisoning causes acute renal failure,
hepatic dysfunction, and progressive respiratory failure. There are no effective antidotes to paraquat.

This report is about one case’ s treatment for acute hepatitis caused by paraquat. The patient was hospitalized in the Department of Internal
Medicine, Wonkwang University Oriental Medical Hospital in Chonju. The patient received the following treatments while in an acute stage :
Gamdutanggamibang(H 55 ik /), which consists of Radix glycyrrhizae(HE), Semen mungo(#%=), burned powder of Rhizoma rhei( KEIRK),
Succus phyliostachyos(Ti), chinese ink(£5t) and fluid therapy. The patient received Sagunjatanggamibang(l&F 5%k 77) while in a chronic
stage. The patient improved faster with the above treatments than with the conventional treatment.

We hope that this report will help widening the clinical range of oriental medicine, and improve systemic efforts in treating paraquat poisoning
cases.

Key Word : paraquat poisoning, acute hepatitis, Gamadutanggamibang(HE;8m% 7)
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Table 1. Progress of Clinical Manifestation and Treatment
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