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Abstract: [Purpose | To investigate the effect of everolimus on the apoptosis and expression of cas-
pase-3 in prostate cancer cell line PC-3.[ Methods | Cultures of prostate cancer cells were exposured to
everolimus at concentration of Omol/L, 10mol/L. and 10®*mol/L respectively. The effects of everolimus
on growth inhibition and apoptosis was determinated with MTT and Tunnel methods. The activity of
caspase-3 were determined by flow cytometry. [ Results] Compared with control group,inhibition and
apoptosis of PC-3 cells by everolimus were significantly different(P<0.05),which significantly increased
the expression of caspase-3 (P<0.05).[ Conclusion] Everolimus might inhibit the growth of PC-3 cells,
enhance the expression of caspase-3 and lead to the apoptosis of PC-3 cells.
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Table 1 Survival of PC-3 cells with various
concentration of everolimus(%)

Everolimus concentration(mol/L)

Time(b) 0 10° 10°
24 99.13+2.71 89.64+1.27 81.01+0.98
48 97.78+2.15 79.23+0.64 73.52+0.36
72 95.62+2.76 71.09+1.82 68.92+0.73
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100
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0 L § L §
107 10°*
Concentration(mol/L)
Figure 1 Survival of PC-3 cells with various
concentration of everolimus
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Table 2 Apoptotic index rate under various con-
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Table 3 Positive rate of caspase-3 in various con-
centration of everolimus(%)

Everolimus concentration(mol/L)

Everolimus concentration(mol/L)

Time(h)

0 10”° 10°%
24 4.18+0.37 17.39+1.28 21.34+1.02
48 6.17+0.63 24.35+0.53 48.27+0.96
72 7.23+0.92 34.17+0.87 57.04£1.12
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Figure 2 Apoptosis under various concentration of
everolimus
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Figure 3 Positive rate of caspase-3 in various con-
centration of everolimus(% )
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