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The Effect of Sanchi on the Expression of Hepatic Cytokines in Rats with Alcoholic Liver Disease. =~ Huang Zhiqun, Chen Zhiyun, Yan
Maoxiang ,He Beihui,Cai Danli,Liv Qingsheng. Zhejiang Chinese Medical University , Zhejiang 310053, China

Abstract Objective To evaluate the effect of Sanchi on expression of hepatic TNF — o, IL —6,1L — 8 and leptin in rats with alco-
holic liver disease (ALD) , thus to explore the mechanism of Sanchi in alcoholic liver disease. Methods Seventy SD rats were randomly
divided into five groups: the normal group (n =10), the model group (n =15), the high - dose Sanchi group (n =15), the low — dose
Sanchi group (n =15), and the tiop ronin group (n =15). Alcoholic liver disease in rats of the model group was induced with mixture of

alcohol — corn oil — pyrazole inl4weeks. Rats in the high — dose Sanchi, the low — dose Sanchi, and the tiop ronin group were treated with
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different medicine. The contents of hepatic TNF — a,IL —6,IL — 8 and leptin were examined with ELISA or RIA. Results In the model
group ,the amounts of hepatic TNF — «,IL —6,1IL -8 and leptin were higher than those in the normal group(P <0.01), and all those in
the treatment groups were lower than those in the model group (P <0.05). Conclusion Sanchi can markedly reduce the levels of hepat-

ic TNF — a,IL = 6,1IL — 8 and leptin. This may serve as one of the critical mechanisms through which Sanchi efficiently prevents from alco-

holic liver disease.
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