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miR-186 inhibits cervical cancer migration by targetting CEA
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Abstract Objective: To analyze the function of miR—-186 in cervical cancer by targeting CEA. Methods: MicroRNA microarray and
qRT-PCR were performed to analyze the expression level of miR—186, then transwell and wound healing assay were performed to analyze
the effect of miR-186 over—expression on cervical cell lines. In addition, luciferase reporter assay was used to locate the target gene of miR—
186. Results: The expression of miR 186 in matastasis cervical cancer was lower than that in non-matastasis cervical cancer tissues.
Ectopic expression of miR-186 inhibited cervical cell migration. The result of Luciferase reporter assay showed that CEA was directly

regulated by miR-186. Conclusion: MiR—-186 is lowly expressed in matastasis cervical cancer and inhibited cervical cancer cell migration

through targeting CEA.
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Fig1 Low expression of miR-186 in metastatic cervical cancer
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Fig3 miR-186 directly regulates CEA expression
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