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Study on the Mechanisms of Arsenic Trioxide — induced Vascular Smooth Muscle Cells Apoptosis in vitro. Li Hui, Zhang Yanbin, Song
Hao, Xiao Fei,Zhang Zhuoqi, Li Dongye. West China Second Hospital, Sichuan University, Sichuan 610041, China

Abstract Objective To discuss the mechanism of As,0, - induced vascular smooth muscle cells (VSMCs) apoptosis and provide
theoretical basis for the use of As, O, in drug — eluting stents in future. Methods VSMCs of SD rats were cultured in vitro by modified tis-
sue explants — attached method. NBT reduction test, enzyme — labeling instrument and flow cytometry (FCM) were applied to observe the
alteration of mitochondrial membrane potential ( A Wm) and activity of caspase —3 when VSMCs apoptosis was induced by different dosage
of As,0,. Results The mitochondrial transmembrane potential obviously decreased and the caspase — 3 activity obviously increased when

VSMCs apoptosis was induced by appropriate dosage of As,0,(P <0.05) as compared with control group. Conclusion As, O, of appro-

priate dosage can obviously promote apoptosis of VSMCs and the mechanism may be decreasing mitochondrial transmembrane potential and

activating caspase — 3.
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