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Effect of B-sitosterol on proliferation and apoptosis of lung cancer cell line A549"
Zhou Lingyu s Xu Cai sWang Leqin , Lian Xuemei®
(Chongqing Medical University ,Chongqing 400016 ,China)

Abstract : Objective

cells. Methods

To investigate whether B-sitosterol possesses anti-proliferation and apoptosis inductive effect in A549
A549 cells were treated with various concentrations of B-sitosterol for 24 h. The cell proliferation inhibiting effect
was measured by using the CCK-8 assay. The apoptosis rate and cell cycle distribution of A549 cells were detected by the flow cy-
tometry method( FCM) after the treatment of -sitosterol. Results (-sitosterol inhibited the growth of A549 cells in dose depend-
ent manner. The FCM analysis results showed thatB-sitosterol arrested A549 cells at the stage G2/M of cell cycle, meanwhile pro-

moted the increase of A549 cells apoptosis rate. Conclusion B-sitosterol can induce the apoptotic cell death and G2/M arrest of hu-

man lung cancer A549 cells.
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