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The study of miR-216a induces cell apoptosis by targeting PKCa in gastric cancer”
sLan Hui® ,Liu Fang' , Deng Min® , Liang Xiaoqiu**
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Abstract: Objective To confirm whether miR-216a suppresses cell proliferation and induces cell apoptosis by targeting PKCa,
thus to reveal molecular mechanism that miR-216a functions as a tumor suppressor in gastric cancer. Methods PKCq 3’ untranslat-
ed region(UTR)-luciferase vector was constructed and dual-luciferase reporter gene assay was employed to examine the effect of
miR-216a on luciferase activity. MGC-803 cells were transfected with miR-216a mimics,and next Western blotting was performed to
detect the expression of PKCqa protein. The effects of PKCa downregulation on cell proliferation and apoptosis were observed after
PKCq siRNA were transfected into MGC-803 cells. MGC-803 cell proliferation assays were performed when cotransfected with
The result demonstrated miR-216a could bind to the 3'UTR of PKCqa and inhibited the luciferase activi-
ty,cut the 41%. PKCq protein expressions were significantly down-regulated when miR-216a was overexpressed in MGC-803. siR-

miR-

miR-216a mimics. Results

NA-mediated downregulation of PKCq could suppress the potentials of cell proliferation and induce apoptosis. Conclusion
216a suppresses cell proliferation and induces apoptosis by targeting PKCa mRNA 3 "UTR in gastric cancer.
Key words: stomach neoplasms;apoptosis; miR-216a; PKCa
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