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[Abstract] Objective

growth of taxol-resistant MCF-7/TAX breast cancer cells. Methods

To investigate the effect of the cyclin-dependent kinase inhibitor SNS-032 on the

The resistance situation of MCF-7/TAX cells to

paclitaxel and the effect of SNS-032 on the growth of taxol-resistant MCF-7/TAX cells were evaluated by MTT (3-[4,
5—-dimethylthiazol-2-yl]-2, 5 diphenyl tetrazolium bromide) assay. The effect of SNS-032 on apoptosis in MCF-7/TAX

cells was analyzed by Annexin V-FITC/PI staining. Results

The resistance index of MCF-7/TAX cells to paclitaxel

was 19.39. After treatment with SNS-032 for 48 h, MCF-7/TAX cells displayed markedly inhibited growth in a dose-de-
pendent manner, and calculated IC50 was 164.5 nmol/L. SNS-032 decreased the resistance index of MCF-7/TAX from
19.39 to 0.89. The numbers of apoptotic MCF-7/TAX cells, as revealed by Annexin V binding, significantly increased

upon SNS—-032 treatment (P<0.05). Conclusion

The results demonstrate that SNS-032 can induce apoptosis in

MCF-7/TAX cells and consequently display potent cytocidal effect on taxol-resistant MCF-7/TAX breast cancer cells.
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