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Effects of Neferine on Proliferation and Apoptosis in Hepatic Stellate Cells. Wang Yagin , Chen Shaolong ,Yang Tao, Chen Yongping, Lin
Zhuo. Department of Infectious Disease, Wenzhou Medical College, Zhejiang 325000, China
Objective

Abstract To observe the effects of neferine on the proliferation and apoptosis in hepatic stellate cells in vitro, and to

clarify the possible molecular mechanism of anti — hepatic fibrosis. Methods HSC — T6 cell proliferation was measured by Cell Counting
Kit — 8, and reverse transcription — polymerase chain reaction (RT - PCR) was used to evaluate expressions of apoptosis related proteins
Bax,Bel =2 mRNA expression with different concentration of neferine in proper order. Results The growth rates of HSC — T6 were dose
— dependently reduced by neferine( P <0.001). IC,, was 6. 820 £0.415umol/L. RT — PCR demonstrated that neferine could increase the
expression of Bax mRNA , but the expression of Bel =2 mRNA was the opposite (P <0.005). Conclusion Neferine inhibits the prolifer-
ation of HSC — T6 probably,up — regulates the expression of Bax mRNA and down - regulates the expression of Bel =2 mRNA to promote
apoptosis via mitochondria. It is an effective drug in the inhibition of hepatic stellate cell proliferation. Our study provides a possible theo-
retical basis on anti — hepatic fibrosis.
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