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Effect of allicin on proliferation and cell cycle of prostatic cancer line DU145

LI Ning, ZHANG Chunzhi, CUI Wen, WANG Wenjun, LI Binghui
(School of Public Health, Jining Medical University,Jining 272067, China)

Abstract: Objective To investigate the inhibitory and cell cycle effect of allicin on prostatic cancer line DU145.
Methods Different concentrations allicin were used to treat the cell with 24h.48h.72h. The cell survival rate and
the effect Of cell cycle was analysed by MTT method and Flow cytometry. Results The proliferation of DU145 cell
was inhibited by allicin. The MTT results show the inhibition was associated with dose and time. The cell cycle was
blocked in G2/M phase compared with the control group by flow cytometry results. Conclusion The allicin could in-
hibit the prostatic cancer line DU145 and affect cell cycle.
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