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miR-26a Inhibits Ovarian Cancer Cells Proliferation by Regulating MTDH
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Abstract: Objective To explicit the expression and role of miR-26a in ovarian cancer tissues and cells. Meth-

ods qRT-PCR was used to detect the expression of miR-26a in ovarian cancers and normal ovarian tissues. CAOV3 cells
were transfected with miR-26a mimics,and MTDH siRNA as for positive control ,then Western blotting was performed to de-
tect the expression of MTDH protein. The proliferation ability of CAOV3 cells was evaluated by MTT assy. Results miR-
26a was down-regulated in ovarian cancer tissues. Western blot showed that the expressions of MTDH protein was inhibited

by restored miR-26a or siRNA MTDH in CAOV3 cells. Overexpression of miR-26a or siRNA MTDH inhibited the prolifera-
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tion of CAOV3 cells.
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Conclusion miR-26a suppresses cell proliferation by regulating MTDH in ovarian cancer.
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