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[ Abstract |

cancer cell line PC-3 and explore the mechanism. Methods MTT assay was used to detect the inhibition rate of Curcu-

Objective To observe the effect of Curcumin combined with Cisplatin ( DDP) on human prostate

min alone or combination with Cisplatin on human prostate cancer cell line PC-3. Flow cytometry was used to detect the
apoptosis rate. RT-PCR method was used to analyze the mRNA expression level of p53. Results The cell inhibition rate
increased with the increase of concentration and action time of Curcumin. The effect of the combined treatment group was
significantly higher than that of each single medication group ( P <0.05). The combination had a synergistic effect. Both
Curcumin and Cisplatin induced the apoptosis of human prostate cancer cell line PC-3,and the combination could signif-
icantly increase the apoptosis rate (P <0.05). RT-PCR results showed that the expression level of P53 mRNA was in-
creased more in the combination group compared with that in the single drug group (P <0.05). Conclusion Curcumin
can inhibit the growth of human prostate cancer cell line PC-3 with a dose- and time-dependent manner. The combination
with Cisplatin have a synergistic inhibitory effect,which may be related to the upregulation of P53 expression.
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