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Effects of ampelopsin on proliferation and apoptosis of human renal cancer cell line 786-O"
Ke Jun' ,Feng Jihong™”
(1. Department o f Pharmacy ,Guizhou People’s Hospital sGuiyang ,Guizhou 550000 ,China ;2. Cancer
Hospital ,the A f filiated Hospital of Zunyi Medical College , Zunyi,Guizhou 563003, China)

[Abstract] Objective

O. Methods

the effects of different concentrations of ampelopsin on cell proliferation of renal cancer cell 786-O; Annexin V/PI double staining

To explore the effects of ampelopsin on proliferation and apoptosis of human renal cancer cell line 786-

Different concentrations of ampelopsin were used on the renal cancer cell lines 786-O, MTT method was used to detect

was used to detect the effects of different concentrations of ampelopsin on cell apoptosis of renal cancer cell 786-O. Results The
MTT results showed that the ampelopsin could significantly inhibit renal cancer cell proliferation,and IC50 was 17. 23 pg/mL. The
apoptosis rates of renal cancer cell 786-0 increased significantly after 7 h with different concentrations of ampelopsin;the cell apop-
tosis rates of ampelopsin of 10 pg/mL and 20 pg/mL of renal cancer 786-O cell were increased (P<C0. 05) ; the cell apoptosis rate of

concentrations of 40 pg/mL and 80 pg/mL increased significantly (P<C0.01). Conclusion Ampelopsin can significantly inhibit the

cell proliferation of renal cancer cell 786-O,and can promote renal cancer cell 786-O apoptosis.
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