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[ Abstract )
apoptosis of human colon cancer cell line SW 620 and explore its mechanism. Methods ~ With different

Objective To investigate effects of HSP90 novel inhibitor 17-DMAG on the proliferation and

concentrations of 17-DMAG on growth period of the human colon cancer cell line SW 620, apoptotic morphological
changes were observed under microscope ; CCK8 method was applicated to detect the absorbance values ,and the cell
growth inhibition rate were calculated ; flow cytometric was used to analyse the cell cycle changes of each group ;
Annexin V-FITC and PI double staining method were used for detecting clusters of apoptotic cells rate of change .
Results We observed through microscope that 17-DMAG drug treatment group cells appeared apoptosis . CCK8 assay
suggested that 17-DMAG inhibited the proliferation of colon cancer cell line SW 620 in a dose- and time-dependent
manner (P < 0.05). Annexin-FITC/PI assay revealed that cell apoptotic ratios of 1.0 pmol/L, 2.5 wmol/L,
5.0 pmol/L concentrations were 30.03% ,50.50% and 77.23% , the difference was significant compared to the
control group (P <0.05). The cell cycle analysis by FCM showed that the 17-DMAG groups treated with different
concentrations of the drug compared with the control group ,the GO/GI1 cell ratio increased significantly ,S cell ratio
decreased ,G2/M cell ratio increased significantly ,with statistical difference (P <0.05) ;but the concentration of 17-
DMAG drug groups comparison of GO/G1,S,G2/M period , the cell ratio did not change significantly ,the differences
were not statistically significant (P >0. 05). Conclusions HSP90 inhibitor 17-DMAG can inhibit the proliferation of

the human colon cancer cell line SW620 in a dose-and time-dependent ,and induce its apoptosis. 17-DMAG can effect
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the cell cycle of SW620 without dependence of the concentration of 17-DMAG.
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HSP90 heat-shock proteins ;

Cell proliferation;  Apoptosis ;
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