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Influence of taxol on SHI-1 cell proliferation inhibition and apoptosis
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Abstract: Objective To observe the effects of taxol on appotosis rate and cell cycle of novel human monocytic leukemia cell line
SHI-1 cells in vitro. Methods

trypan blue staining, DNA content determination and Annexin-V/PI were used to analyze cell apoptosis and the JC-1 staining was

SHI-1 cells were treated with different concentrations of taxol for 0,12,24,36,48 h. The cell counts,
used to detect the mitochondrial transmembrane potential. Results Taxol could inhibit the SHI-1 cells proliferation activity, show-
ing the dose-effect relationship between the action time and dose. The typical cell morphology changes occurred, and the inhibition
effect was more obvious with the drug concentration increase and the reaction time prolongation. Taxol affected the cell apoptosis
rate and the cell cycle. The cells characteristic changes of apoptosis occurred after Annexin-V/PI staining. The apoptotic rate and
the proportion of G,/M phase were increased with the increase in drug concentration and the action time. Taxol could significantly
decrease the mitochondrial transmenbrane potential. The 0. 05 mg/L treatment group had the most significant effect in inducing ap-
optosis and causing proliferation inhibition of SHI-1 cells. Conclusion Taxol can inhibit the SHI-1 cells proliferation activity,induce

their apoptosis and make them remain in the G, /M phase.
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