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Effects of PDES Gene Silence on the Proliferation and Apoptosis of Clear Cell Renal Cell Carcinoma Cells.
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Abstract Objective
line 786 — 0. Methods

To explore the effect of PDES gene on the proliferation and apoptosis of clear cell renal cell carcinoma cell

The siRNA of PDES was constructed and transfected into 786 — O cells with HiPerFect transfection reagent. The

PDES expression levels after transfection were detected by using real — time quantitative PCR and Western blot. The cell proliferation was

assessed by WST -1 assay. The caspase —3 activity was detected by kit. Results

Compared with the control group and blank group, the

mRNA and protein levels were significantly reduced and the proliferation of 786 — O cells was significantly inhibited in the PDE5 siRNA

group (P <0.05), while caspase — 3 activity was significantly increased (P <0.05). Conclusion

siRNA interference of PDE5 gene

may inhibit cell proliferation and promote cell apoptosis in clear cell renal cell carcinoma cell line 786 — O.
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Abstract Objective

To investigate the effects on CAL —27 cells proliferation and apoptosis induced by DADS. Methods

CAL -

27 cells were cultured in vitro. The oral squamous cell carcinoma CAL -27 cells cultured in medium were delt with different concentration

of DADS at different time (24h, 48h, 72h). Morphological change of cells was observed by light microscope.

proliferation was investigated by MTT method.
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The influence on the cell

The cell apoptosis was detected by Hoechst33342 fluorescent staining. Moreover, the chan-
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