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Abstract:Objective  To investigate the effect of microRNA-92a (miR-92a) on proliferation and apoptosis
of cervical cancer cells,and to explore the related molecular mechanism. Methods Cervical cancer cells SiHa
and Hel.a were transfected with miR-92a inhibitor (inhibitor group) and its negative control (NC group) re-
spectively by liposome transient transfection method,and untreated cervical cancer cells were set as blank con-
trol group. After 48 h of transfection, the relative expression levels of miR-92a and PTEN mRNA were detec-
ted by real-time fluorescence quantitative PCR (RT-qPCR). Cell viability and apoptosis rates were measured
by CCK-8 test and flow cytometry respectively. Western blotting was used to detect the protein expression
levels of PTEN and p-AKT. Results Compared with blank control group,the relative expression level of miR-
92a in inhibitor group decreased significantly (P <C0. 001),and the relative expression level of PTEN mRNA
increased significantly (P<C0. 01). Compared with blank control group and NC group, cell viability decreased
significantly (P<C0. 05) and apoptosis rate increased significantly (P <C0. 01) in inhibitor group. Compared
with blank control group and NC group, the expression of PTEN protein increased and p-AKT protein de-
creased in inhibitor group. Conclusion MiR-92a affect the proliferation and apoptosis of cervical cancer cells
by negative regulation of PTEN/AKT signal pathway.
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