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The molecular mechanism of TSA to esophagus cancer cell line EC9706 mitotic cycle function
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Abstract : Objective
0.5,1.0,1. 5 pmol/L TSA actin EC9706 cells 24 hours, the effects of different concentrations of TSA on

To study the deacetylase inhibitor TSA on the esophageal cancer cell EC9706 cell cycle effect and its
mechanism. Methods
EC9706 cell growth inhibition were observed by MTT,flow cytometry measured cell growth and cycle; TSA on esophageal cancer
1. 0 pmol/L concentration of TSA on the EC9706 inhibited the

growth of cells and showed a definite dose-effect relationship,above 1. 0 pmol/L concentration could significantly induce cell cycle

cell cycle-related genes expression by Western Blot test. Results

arrest of esophageal cancer cell EC9706 could significantly enhance the p21.p27 gene expression,decreased CCND1,CDK4D gene
expression. Conclusion The dose of TSA inhibite the growth of esophageal cancer EC9706 cells by regulating multiple cell cycle-re-

lated genes induced by esophageal cancer cells in cell cycle arrest,cell block occurrence revelant with p21,p27 gene expression in-

crease and CCND1,CDK4D expression gene reduction.
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