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miR-3685 inhibits migration, invasion and growth of cervical cancer cells by targeting CTTN
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Abstract Objective: MicroRNAs (miRNAs) usually regulate the malignant behavior of tumor cells by binding to the 3" untranslated
region (3'UTR) of their target genes. But he effect of miR-3685 on the malignant behavior of cervical cancer cells has not been reported.
This study aims to investigate the effect of miR -3685 on the malignant behavior and molecular mechanism of cervical cancer cells.
Methods: The bioinformatics software was used to predict the target gene of miR-3685 and verified it with the EGFP reporter system.
Real-time quantitative PCR (RT—qPCR) technique was used to detect the expression of miR-3685 and CTTN (cortactin) in human cervical
cancer cells.Transwell migration/invasion assay, Western blot assay, colony formation assay and flow cytometry assay were used to detect
migration, invasion, EMT progression, cell proliferation and cell cycle process of miR-3685 and CTTN in Hela cells and SiHa cells.
Results: Compared with the control group, overexpression of miR—3685 inhibited migration, invasion and growth of Hela cells and SiHa
cells, while blocking miR-3685 gave the opposite result. Overexpression of CTTN promoted migration and invasion and growth of cervical
cancer Helia and SiHa cells. The EGFP reporter system verified that CTTN is a direct target gene for miR-3685. Conclusion: miR-3685
inhibits the migration, invasion and growth of HelLa cells and SiHa cells by inhibiting the expression of CTTN.
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Fig 1 Effect of miR-3685 on migration/invasiveness, EMT progres—
sion, colony forming ability and cell cycle progression of HeLa
and SiHa cells
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Fig 3 Effects of CTTN on migration/invasion, EMT progression,
colony formingability and cell cycle progression of cervical

cancer cells
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