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Inhibitory effect of curcumin on PC-3 cell proliferation of prostatic carcinoma by blocking ERK1/2 signaling
pathway ZHENG Xiaorong, JIANG Jianwei.Department of Pharmacy , Zhejiang Tumor Hospital , Hangzhou 310000, China
[Abstract] Objective To investigate the inhibitory effect of curcumin on PC-3 cell proliferation of prostatic carcinoma.
Methods Different concentrations of curcumin including 5 pwmol/L, 10 pmol/L, 20 wmol/L, 40 pmol/L and blank acted on
PC-3 cells for 1 day, 2 days, 4 days and 6 days. The inhibition of proliferation was detected by MTT assay. The ERK1/2
mRNA expression level in PC=3 cells was detected by real-time quantitative PCR. The phosphorylated p~ERK1/2 protein
expression level was detected by Western blot. Results MTT assay showed that curcumin significantly inhibited the
proliferation of PC=3 cells in vitro, and the inhibitory rates of 40 pmol/L, 20 pmol/L, 10 pmol/L and 5 pmol/L curcumin
groups were significantly higher than that of the blank group on 1" day, 2" day,4" day and 6" day (x’= 8.36,7.89,5.89,5.35;
8.03, 7.69, 6.17, 5.57; 8.84, 8.53, 7.39, 6.76; 11.58, 9.86, 8.20, 7.26, P<<0.05). In the experimental group, with the
increasing curcumin concentration, the cell inhibition rate was gradually increased at 1* day, 2" day, 4" day and 6" day (F=
5.65,4.63,4.64,5.76,P<0.05).The PCR indicated that the concentration of curcumin ester was inversely proportional to the
expression level of ERK1/2 mRNA. The expressions of ERK1/2 mRNA in 40 pmol/L, 20 wmol/L, 10 pmol/L and 5 pmol/L
curcumin groups were significantly lower than that of the blank group on 1 day,2 days,4 days and 6 days(¢=8.76,8.13,7.69,
6.86; 8.56,8.16,7.76,6.85;9.03,8.68 ,8.11 ,7.27,P<<0.05). With the action time going,the ERK1/2 mRNA levels of 5 pmol/L,
10pmol /L, 20pmol /L, and 40 pumol/L curcumin decreased gradually (F=4.35,4.99,4.05, 4.28, P<0.05).Western blot showed
that 40 pmol /L curcumin could down regulated the

. . activity of p—~ERK1/2 expression, and displayed the
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time dependent. Conclusion Curcumin has a
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significant inhibitory effect on the proliferation of human prostate cancer PC-3 cell line , which maybe related to the inhibition

of ERK1/2 mRNA and p—ERK1/2 proteins expression.
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