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[Abstract] Objective To investigate the effect and mechanism of histone deacetylase inhibitor TSA on
the proliferation of colon cancer HT29 cells. Methods Colon cancer HT29 cells were used as the research object.
The IC50 values of the cells were calculated by concentration gradient TSA, and the effects of different
concentrations of TSA on the proliferation of colon cancer HT29 cells were observed by MTT assay. The effects
of different concentrations of TSA on the cell cycle of colon cancer HT29 were observed by flow cytometry.
The levels of Ku70 protein acetylation and CyclinB1, CDC25C and cyclin P21 in colon cancer HT29 cells
were observed by Western blot. Its upstream regulation of the expression of protein P53. Results MTT assay
and flow cytometry results showed that TSA could inhibit the proliferation of colon cancer HT29 cells and
promote G2/M phase arrest in a concentration—dependent manner. In addition, western blot analysis results
showed that TSA could significantly up-regulate the acetylation level of Ku70 protein in colon cancer HT29
cells, and up-regulate the expression of cyclic inhibitory proteins P21 and P53, and inhibit the expression of
cell cycle—associated proteins CyclinB1 and CDC25C. The difference was statistically significant (P<0.05).
Conclusion Histone deacetylase inhibitor (TSA) may inhibit the DNA damage by promoting the acetylation
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of Ku70 protein, inhibiting its affinity for DNA binding, and then promoting cell cycle arrest of colon cancer

HT29 cells. Furthermore, exerting anti—colon cancer cell proliferation and promoting its cycle arrest. Which

provides a theoretical basis and experimental basis for tumor therapy strategies targeting at cell cycle regulation.
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