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Molecular mechanism of mir-193a-3p regulating apoptosis in gastric cancer”
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Abstract:Objective To investigate the molecular mechanism of microRNA 193-a-3p (miR-193a-3p) in
regulating cell apoptosis in gastric cancer. Methods Real-time fluorescent quantitative PCR was used to detect
the relative expression levels of miR-193a-3p in healthy human gastric mucosal cell lines GES-1,human gastric
cancer cell lines MKN-45, SGC-7901, MGC-803,and SNU16; the target gene of miR-193a-3p by TargetScan
online analysis and luciferase reporter system was detected; after overexpression or knockdown of miR-193a-
3p,the expression of target gene was detected by Western blotting. The level of cell apoptosis were detected
by Apoptosis detection experiment (Annexin V PI double staining method). Results Compared with the
healthy human gastric mucosal cell line GES-1,miR-193a-3p was lower expressed in human gastric cancer cell
lines MKN-45,SGC-7901,MGC-803,and SNU16 (P <C0. 05),and MGC-803 had the lowest expression level.
miR-193a-3p targets the 3 non-coding region of P21-activated kinase 4 (PAK4). After overexpression of miR-
193a-3p,the expression of PAK4 decreased,and the expression of apoptosis marker protein cleaved-caspase3
increased,and the apoptosis level of gastric cancer cell MGC-803 increased (P <C0. 05). After knocking down
miR-193a-3p, the expression of PAK4 increased, while the expression of apoptosis marker protein cleaved-caspase3
decreased,and the apoptosis level of gastric cancer cell MGC-803 decreased (P <<0. 05). Conclusion miR-193a-3p
promotes apoptosis of gastric cancer cells by targeting PAK4.
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