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Down - regulation of Pinl by RNA Inference on Cell Proliferation, Invasion and Apoptosis in Breast Cancer Cells. Wen Yuanyuan,Yang
Zhigiang. Zhoushan Hospital, Zhejiang 316000, China

Abstract Objective To investigate the effects of Pinl reduction on cell proliferation, invasion and apoptosis of breast cancer MDA
— MB - 231 cells by silencing Pinl gene using RNA interference technique. Methods MDA — MB -231 cells were transfected with Pinl
siRNA and control siRNA using Lipofectamine 2000. The expression of SIAHI mRNA and protein were detected by RT — PCR and West-
ern blot. The cell proliferation was analyzed by MTT and the cell invasion was tested by Transwell. Annexin V — FITC/PI reagent kit and
Flow cytometry assay were used to analyze cell apoptosis. Results The expression of Pinl was higher in breast cancer cells than in nor-
mal mammary epithelial cells. Compared with untreated and the cells transfected with control siRNA, the level of Pinl mRNA (P <0.05)
and protein( P <0.05) were decreased in the cells transfected with the Pinl siRNA. The cell growth rate [ P >0.05(day 1),P <0.01
(day 2 —=4) ] was slower, the numbers of cell invasion (6.61 +0.53, P <0.05) were decreased, and the apoptotic rate (31.5% =
3.06% ,P <0.05) was increased in MDA — MB - 231 cells transfected with Pinl siRNA. Conclusion Konck down of Pinl with Pinl
siRNA may suppress cell proliferation and invasion, promote cell apoptosis in breast cancer cells.
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