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Effect of Different Dosage Cordyceps on Hepatic TGF — B, ,Smad3 Expression in Mice with Liver Fibrosis. Wu Jianliang, Wang Zhiyon ,Sun
Liwei ,Guo Yun ,Fu Jinlong, Liu Chenhai. The Affiliated Hospital of Medical College Hangzhou Normal University ,Zhejiang 310015, China

Abstract Objective To explore the anti — fibrosis effect of Cordyceps and stndy its effect on the expression of TGF — 3, mRNA and
Smad3. Methods BALB/c¢ mice model of liver fibrosis was replicated by subcutaneous injection of CCl,. Large and small dosage of
Cordyceps decoction was given to the mice in Cordyceps intervened group when modeling. Hepatic inflammation was observed by HE stai-
ning, while hepatic collagen deposition by Sirius red stain. Hepatic hy — droxyproline ( Hyp) were determined by biochemical medthod. Ex-
pression of Smad3 was observed by immunohistochemical method. TGF — 3, mRNA was detected by RT — PCR. Results Compared with
the normal mice, obvious fatty dgeneration around hepatic veins and portal area was seen, hepatic collage deposition and fibrosis septa were
found. Hepatic Hyp content, TGF — B, mRNA and Smad3 protein expression were obviously increased. Compared with the model group,
hepatic inflammation and collage deposition were lessened, protein expression of TGF — 3, mRNA and Smad3 was obviously decreased in
Cordyceps intervened group. Conclusion Hepatic TGF — B, mRNA, Smad3 expression was obviously increased in liver fibrosis BALB/¢c
mice. Cordyceps had superior anti — fibrosis. Anti — fibrosis effects of large dosage Cordyceps is better than that of small dosage Cordyceps.
Its mechanism might be through down regulating the TGF — 8, mRNA ,Smad3 protein expression.
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