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Influence of trichostatin A on apoptosis of colon carcinoma cells and expression of HIF-1a under hypoxia in

vitro
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[ABSTRACT] Objective: To observe the influence of trichostatin A (TSA) on the apoptosis of colonic cancer cell line HT-29
cells and expression of HIF-1q in HT-29 cells under hypoxia in vitro. Methods: HT-29 cells were treated with TSA(100, 200,
400, 600, 800 nmol/L for 12, 24, 48, and 72 h. Cells in the control group were treated with the same volume of DMSO. MTT
assay was used to investigate the survival of cells in each group. Annexin V and TUNEL were used to determine the apoptosis
rate of HT-29 cells. RT-PCR and Western blotting were used to study the expression of HIF-1a mRNA and protein under
hypoxia (37°C, 1%0,) .

compared to control group(P<C0. 05), and the inhibitory effect of TSA was in a dose- and time-dependent manner. Annexin V

Results; MTT assay demonstrated that cell viability decreased significantly in TSA-treated group

and TUNEL showed that TSA induced early apoptosis of HI-29 cells; the apoptosis rates in TSA treatment groups (200, 400,
600, and 800 nmol/L) were significantly higher than that of control group(P<C0. 05). TSA suppressed protein expression of
HIF-1a under hypoxia in a dose-dependent manner but had no influence on mRNA expression of HIF-1a. Conclusion: TSA can
induce apoptosis of HI-29 cells and inhibit their proliferation through suppressing expression of HIF-1q at protein level under
hypoxia condition.
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B 1 TSA X HT-29 485 & M E LM R X 7R
Fig 1 Inhibitory effect of TSA on HT-29 cell

proliferation in a dose- and time-dependent manner

B 2 TSA Xt 48 BERE T H R
Fig 2 Effect of TSA on cell apoptosis
(TUNEL method, X 40)
A: Control group (DMSO) had no apoptosis cell; B: TSA (600

nmol/L) treated cells showed apoptotic signals after 24 h(brown sig-

nal)
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Fig 3 Expression of HIF-1ao mRNA in
HT-29 cells under hypoxia
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Fig 4 Expression of HIF-1a protein in
HT-29 cells under hypoxia
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