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Effects of salidroside on cell growth invasion and migration

in human renal cell carcinoma cells
Zhao Wei Wang Yan He Tao et al
( Dept of Urology Surgery The Third Affiliated Hospital of Zunyi Medical College
First People’ s Hospital of Zunyi Zunyi 563000)
Abstract Objective To investigate the effects of salidroside ( SD) on cell growth invasion and migration in hu—
After treated withO 2 5 10 pmol/L SD forO 1 2 3 4 days the

rate of cell growth was detected by CCK-8 assay. Transwell assay was used to investigate the effects of SD on cell

man renal cell carcinoma cells. Methods

invasion. Wound healing assay was used to investigate the effects of SD on cell migration. The effects of SD on pro-
tein expressions of Ki67 VEGEF MMP-9 were determined by Western blot assay. Results After treated with SD
( >20 pmol/L) cell viability was declined compared with Control group. After treated with SD (2 5 10 wmol/
L) for4 days cell growth ( folds) of Ketr3 and Caki-d cells was decreased significantly compared with group Con-
trol( P <0.01) . Protein expression of Ki67 was decreased significantly compared with Control group( P <0.01) .

After treated with SD (2 5 10 wmol/L) for 24 h the ability of cell invasion of Ketr3 and Cakid cells was weak—
ened ( P <0.01) . Compared with Control group the ability of migration in SD (5 10 pumol/L) group were de-
creased significantly ( P <0.01) . Protein expressions of VEGF and MMP-9 were decreased significantly compared
with Control group ( P <0.01) . Conclusion Salidroside can inhibit cell growth invasion and migration in human
renal cell carcinoma Ketr3 and Cakid cells.
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