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Abstract Objective

To study the mechanism of coronin3 promote esophagus carcinoma cell line Eca — 109 migration and inva-

sion. Methods We established Coronin3 overexpression and Coronin3 knockdown stable Eca — 109 cell lines through lentvirus infection.

Then we used wound healing and Transwell assays to detect the ability of tumor migration and invasion. Western blot and real — time PCR

assays validated the protein and mRNA level of CDH11, E - cadherin, N — cadherin, o — SMA up on Coronin3 over — expression and

knockdown. Results We successfully established Coronin3 over — expression and Coronin3 knockdown stable Eca — 109 cell lines. Coro-

nin3 over — expression promoted Eca — 109 cell migration and invasion. Conversely, Coronin3 knockdown reversed the progress. Coronin3

over — expression up — regulated the protein and mRNA level of CDH11, a — SMA,N - cadherin, down - regulated the protein and mRNA

level of E — cadherin, and vice versa. Conclusion Coronin3 might regulate esophagus cancer migration and invasion through epithelial —

mesenchymal transitions progression. Thus we suggest that Coronin3 might be a novel therapeutic target for esophagus cancer treatment.

Key words Coronin3; Esophagus cancer; Migration; Invasion; Epithelial - mesenchymal transitions
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