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Influence of endothelin-1 on apoptosis induced by
paclitaxel in hormone refractory prostate cancer cell
line PC3
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Department of Urology, Zhongshan Hospital, Fudan University, Shanghai 200032, China

Abstract

Objective To investigate influence of endothelin-1(ET-1) on apoptosis induced by
paclitaxel in hormone refractory prostate cancer line PC3, and further investigate its
mechanism. Methods Hormone refractory prostate cancer cell PC3 were cultured in vitro
and divided into control group. Paclitaxel group. Paclitaxel+ET-1 group. To detect
distribution of cell cycles and percentage of apoptotic cells by flow cytometry and detect
the level of Bcl-2. Bax and Bax/Bcl-2 heterodimer by immunoprecipitation and western
blot. Results Compared with paclitaxel group, PC3 cells in paclitaxel + ET-1 group
showed a increased G0O-G1(%) and decreased G2-M(%0) in cell cycle and a decreased
percentage of apoptotic cells, and showed a decreased phosphorylation level of Bcl-2
and increased Bax/Bcl-2 heterodimer level. All results had significant difference, P<<0.05.
Conclusions ET-1 could reverse paclitaxel-induced G2/M phase blockade and protect
PC3 cells from paclitaxel-induced apoptosis by decreasing Bcl-2 phosphorylation to
influence apoptotic pathways, thereby reduced hormone refractory prostate cancer cell
PC3’s sensibility to paclitaxel.
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