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Induction of dihydroartemisinin on prostate cancer PC-3 apoptosisand its mechanism
GAO Xiao-ling' , LUO Zi-guo* , WAN G Pi-long® , L | Qing-chun*
(1 Institute of Life Science, Chongaging Medical University , Chongging 400016, China; 2. Department of Gastroenterology ,
The First Affiliated Hospita of Chongging Medical University , Chongging 400016 , China)

Abstract : Objective  To study the induction of dihydroartemisnin (DHA) on prostate cancer PC-3
apoptoss and its possble mechansm. Methods M TT was employed for cellular viability measurement ,
flow cytometry (FCM) and transmission electron microscopy ( TEM) for observation of apoptoss, and im-
munocytochemical staining (SP) for analyzing the expression of Bcl-2 and Bax proteinsin PC-3 cells treated
with DHA of different concentration. Results DHA Sgnificantly inhibited the proliferation of PG 3 cells,
induced their apotossin a time-concentration dependent manner , and led to mitochondrial swelling, nucle-
ar fragmentations and apoptos s body formation, down-expression of Bcl-2 protein, and over-expresson of
Bax protein correspondence with DHA concentration. Conclusion DHA could induce the apoptosis in
PC-3 cells by up-regulating Bax protein and down-regulating Bcl-2 protein.
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