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[Abstract] Objective: To explore the expression and its functional role of miR—146a in oral squamous cell carcino-
ma (OSCC) tissues. Methods: RT—PCR was performed to detect the expression level of miR—146a in OSCC tis-
sues and OSCC cell lines. CCKS8 assay, transwell assay and wound healing assay were performed to observer cell
proliferation, invasion and migration abilities. Results: The expression of miR—146a was significantly higher in OS-
CC tissues compared to the adjacent tissues (P<C0. 05), and the expression of miR—146a in OSCC cell lines such as
Scc9, Sce25, and Cal27 were substantially higher than the normal oral epithelial cells (HOK) (P<C0. 05). The pro-
liferation, invasion and migration abilities were substantially enhanced in Scc9 and Cal27 cells transfected with miR
—146a mimics (P<C0. 05). The invasion and migration abilities were substantially decreased in Scc9, Scc25, and
Cal27 cells transfected with miR—146a inhibitor (P <C0. 05), but the proliferation abilities showed no statistically
diffierents in Scc9, Scc25. and Cal27 cells transfected with miR—146a inhibitor. Conclusion: miR—146a shows a
significant expression in OSCC tissues and cell lines, is correlated with proliferation, invasion and migration of OS-
CC.
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Fig. 1 The expression level of miR—146a in OSCC tissues and OS-
CC cell lines.
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Fig. 2 The proliferation abilities of OSCC cell lines transformed with miR—146a mimics and miR—146a inhibitor.
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Fig. 3 The migration abilities of OSCC cell lines transformed with miR—146a mimics and miR—146a inhibitor.
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Fig. 4 The invasion abilities of OSCC cells tranformed with miR—146a mimics and miR—146a inhibitor.
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