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[Abstract] Objective

eration,apoptosis and the possible related mechanisms. Methods

To investigate the effects of dehydrocostuslactone(Dehy) on human hepatic stellate LX-2 cells prolif-
After treating the LX-2 cells by different concentrations of Dehy,
the MTT assay and flow cytometry were used to assess the influence of Dehy on cell proliferation and cycle distribution of L.X-2
cells. The Hoechst 33342 staining and AV-PI dual staining were used to detect the effect of Dehy on cell apoptosis in LX-2 cells.
The apoptosis related proteins expression was detected by Western blot. Results  After different concentrations of Dehy acting for
48 h could significantly inhibit the proliferation of 1.LX-2 cells, blocked the cellular cycle at stage S and G, /M, meanwhile induced
LX-2 cells apoptosis in the concentration dependent manner; Western blot results showed that Dehy could promote the up-regulation

of P27 and bax expression and down-regulation of Becl-2. Conclusion Dehy induces human liver .X-2 cells apoptosis and cell cycle

arrest by adjusting the expression of Bax,Bcl-2 and P27.
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