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Silencing hnRNP A2/B1 inhibits cell proliferation and cyclin D1/E in cervical cancer Hela cells’
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[Abstract] Objective To reveal the effect of silencing hnRNP A2/B1 on the expression of cyclin D1 / E
in cervical cancer Hela cells and the growth of nude mice xenograft tumor. Methods hnRNP A2/B1 knock-
down in Hela cells was performed by shRNA transfection and then the expression of hnRNP A2/B1 was de-
tected by Western blot and Quantitative real-time PCR. Cell proliferation was determined by MTT assay,
Western blot was used to reveal the expression of cyclin D1/E both in vitro and vivo. The xenograft tumor tis-
sue samples were analyzed for the expression of PCNA and Ki-67 by immunohistochemistry and the cell mor-
hnRNP A2/B1 knockdown significantly induced

the suppression of cell proliferation,the expression of cyclin D1/E in shRNA group were significantly down-

phology was evaluated by hematoxylin eosin (HE). Results

regulated compared with the control and NC group both in vitro and vivo. In addition, the growth of nude mice
xenograft tumor was significantly reduced by hnRNP A2/B1 knockdown. All differences were statistically sig-
nificant (P<C0. 05). Conclusion Silencing hnRNP A2/B1 can reduce the expression of cyclin D1/E in cervical
cancer Hela cells and inhibit the proliferation and growth of tumor cells.
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