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ABSTRACT Objective: To investigate the effect and mechanism of different concentrations of histone deacetylase inhibitor TSA on
proliferation, apoptosis and autophagy in colon cancer HT29 cells. Methods: Human colon cancer HT29 cells in logarithmic growth
phase were collected and the effect of TSA treatment at different concentrations on cell viability was determined by MTT assay, and the
appropriate concentration was determined according to ICs, value. Flow cytometry was used to detect the apoptosis of colon cancer HT29
cells treated with different concentrations of TSA. Western blot was used to verify the expression of acetyl-Ku70 and apoptotic proteins
Caspase3, Bax, Bcl-2 and autophagy proteins LC3 and Beclinl in both control group and TSA treatment group. Results: The result of
MTT assay showed that TSA could inhibit the viability of colon cancer HT29 cells in a time- and concentration-dependent manner. Ac-
cording to ICy=1.12 wM, the concentration of TSA used in this study were 0.5 wM and 1 wM respectively. Flow cytometry result showed
that TSA could significantly promote the apoptosis of colon cancer HT29 cells in a concentration-dependent manner. In addition, West-
ern blot analysis confirmed that compared with the control group, TSA treatment could significantly up-regulate the expression of
acetyl-Ku70 and apoptotic proteins Caspase3 and Bax and autophagy proteins LC3 and Beclinl, and down-regulate the expression of an-
ti-apoptotic protein Bcl-2 (P<0.05). Conclusion: The effect of histone deacetylase inhibitor (TSA) on the proliferation, apoptosis and au-
tophagy of colon cancer cells in vitro is closely related to the up-regulation of Ku70 acetylation, which is expected to be a potential clini-
cal anticancer target.
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Fig.1 Effect of TSA on the viability of colon cancer HT29 cells by MTT

assay
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Fig.2 Effect of TSA on the proliferation of colon cancer HT29 cells by
MTT assay
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Fig.3 Flow cytometry to observe the effect of different concentrations of TSA on apoptosis of colon cancer HT29 cells
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Fig.4 Western blot analysis of the effect of TSA on apoptosis and

°

expression of autophagy-related proteins in colon cancer HT29 cells
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