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Histone deacetylase inhibitor TSA induced epithelial-mesenchymal

transition by up-regulation Slug in colorectal cancer cell
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Abstract: Objective To investigate the molecular mechanism of Histone deacetylase inhibitor TSA-mediated epithelial-mesenchymal

transition in colorectal cancer cell HCT116. Methods The migration capability of HCT116 cells treated by TSA was measured by

wound healing test and morphological changes were observed. Western blot and quantitative real-time PCR detected the expressions of

E-cadherin, Vimentin and Slug. Results TSA induced EMT transition and enhanced migration of HCT116 cells. TSA increased expres-

sions of Slug in mRNA and protein levels. Moreover, knockdown Slug expression by si-RNA suppressed TSA-induced EMT in HCT116

cells. Conclusions Histone deacetylase inhibitor TSA induces EMT in HCT116 cells by up-regulation the expression of Slug.
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