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Effect of microRNA-200a on epithelial-mesenchymal transition of

bladder cancer cells through targeting p-catenin
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Abstract Objective: To determine the effect of miR-200a on the epithelial to mesenchymal transition (EMT)
within bladder cancer cells. Method: TOP/FOP flash luciferase assays were employed to identify the effect of
miR-200a on the B-catenin activity. A 3" untranslated region (3-UTR) luciferase assay was used to determine the
target genes of miR-200a. Assays of cell viability, invasion and wound healing were enabled functional analyses af-
ter miR-200a transfection. Western blotting was employed to determine downstream effects of mine proteins post
miR-200a transfection. Result: Our data showed that miR-200a can directly interact with the 3-UTR of p-catenin
encoding gene CTNNBI to suppress f-catenin expression. MiR-200a also suppressed the biological behaviors of

5637 cells, including cell viability, invasion and wound healing. Conclusion: MiR-200a suppresses biological func-
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tion of bladder cancer 5637 cells via targeting-catenin.
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