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Effects of troglitazone on proliferation and apoptosis of BGC-823 cells
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Abstract: Objective To investigate the effects of troglitazone on proliferation and apoptosis in gastric cancer cell line BGC-823.
Methods BGC-823 cells were treated with different concentrations(0.5,1.0,5.0,15.0 and 25. 0 pmol/L)of troglitazone for 48 h,
then the expression of proliferating cell nuclear antigen (PCNA) on the cells were detected by immunocytochemistry and the induc-
The expression of PCNA could be observed in BGC-823 and down-

regulated by troglitazone at the end of 48 h. The level of PCNA was gradually become weakened on the concentration range from 0.

tion of apoptosis were investigated by TUNEL assay. Results

5 pmol/L to 25.0 pmol/L. At the same time, the apoptosis indexes of BGC-823 were significantly increased. Conclusion Troglita-

zone can inhibit the proliferation and induce apoptosis of the gastric cancer cell line BGC-823 in a dose dependent manner.
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