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Abstract: Objective To investigate the effect of simvastatin on proliferation, apoptosis and Ras/Rho signaling pathway of human
prostate cancer PC3 cells. Methods PC3 cells were cultured in witro, serum — free RPMI — 1640 medium was added to the negative
control group(group A), docetaxel with final concentration of 4 pmol/L was added to the positive control group(group B),and final
concentrations of 1.25,2.50 and 5.00 pmol/L were added to the low — , medium —and high — dose simvastatin groups(groups Ci, Cz,
Cs) respectively. After 48 h of culture, the proliferation of PC3 cells was measured by the EDU method, apoptosis of PC3 cells were
measured by terminal deoxynucleotidyl transferase — mediated nick end labeling(TUNEL) method, the testosterone and dihydrotestosterone
(DHT) were detected by liquid chromatography — tandem mass spectrometry(LC = MS/MS) , the let — 7, neuroblastoma Ras viral oncogene
homolog (NRAS) , Ras and Rho mRNA were detected by real — time fluorescence quantitative polymerase chain reaction (PCR) .
Results Compared with group A,the EDU incorporation rate, testosterone, DHT,NRAS, Ras and Rho of group B and groups Ci,C;,Cs
were significantly decreased , while the apoptosis rate and let =7 were significantly increased( P < 0.05). Compared with group B,
the EDU incorporation rate, testosterone , DHT,NRAS,Ras and Rho of groups Ci,C.,Cs were increased,and the apoptosis rate and let —
were decreased,and with the increase of simvastatin dose,the incorporation rate of EDU,testosterone, DHT,NRAS,Ras and Rho gradually
decreased, while the apoptosis rate and let —7 gradually increased( P < 0.05). Conclusion Simvastatin can inhibit PC3 cells prolifera-
tion and promote PC3 cells apoptosis by activating Ras/Rho signaling pathway.
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