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The Effects of MiR-125a-5p on Proliferation and Apoptosis of
Endometrial Carcinoma RL95-2 Cells and Correlated Mechanism
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[ Abstract | Objective: To explore the effect and the mechanism of miR-125a-5p on proliferation and
apoptosis in endometrial carcinoma RL95-2 cells, and to provide a new target for the clinical treatment
of the disease. Methods: Human endometrial carcinoma RI95-2 cells in logarithmic growth period
were randomly divided into three groups: untransfected control group, mimic negative control group,
mimic transfected group. The Real-time PCR was used to detect expression of miR-125a-5p. MTT as-
say was used to assess cell proliferation. Flow cytometry was used to analyze cell apoptosis. Western
blot was employed to test expressions of apoptotic proteins ( bel-2, Bax, cleaved caspase3, cytochrome
C) and signaling pathway-related proteins ( p-akt, AKT, p-mtor, mTOR). Results: The expression
level of miR-125a-5p significantly increased in mimic transfected group compared with mimic negative
control group. Similarly, the inhibitory rates of proliferation and apoptotic rates were increased, the ex-
pression of Bax and cleaved caspase3 were markedly up-regulated, and the expression of Bel-2, mito-
chondria cytochrome C, p-AKT and p-mTOR were down-regulated. Conclusion: MiR-125a-5p can in-
hibit the proliferation of endometrial carcinoma RL95-2 cells, the mechanism may be related to its
effects of changing PI3K/AKT/mTOR pathway activity and regulating the apoptosis-related gene.
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Fig.1 miR-125a-5p expression in RL95-2 cell
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Fig.2 RL95-2 cell proliferation ability
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Fig.4 Bcl-2, Bax, cleaved caspase3 and cytochrome C protein expression levels in R1.95-2 cell in each group
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Fig.5 p-AKT, AKT, p-mTOR and mTOR protein expression levels in RL95-2 cell in each group
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