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Abstract

AIM: To explore the effect of 17-DMAG, an
inhibitor specific for heat shock protein 90, on
the growth and apoptosis of gastric cancer cell
lines SGC-7901.

METHODS: Human gastric cancer cell lines
SGC-7901 were cultivated using routine method,
then treated with different concentrations of
17-DMAG. Cell proliferation was detected using
MTT assay, and cell cycle and apoptosis were
determined using flow cytometry.

RESULTS: 17-DMAG inhibited the prolifera-
tion of SGC-7901 cells in time-dependent and
dose-dependent manners (F = 241.313, 246.856,
both P < 0.001). After treatment with 17-DMAG,
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SGC-7901 cell cycle was arrested at G,/M phase,
and there was significant difference between
treatment group and control group (F = 231.991,
P < 0.001). An increase in early apoptosis oc-
curred at 24 hours’ treatment and in late apopto-
sis at 48 hours’ treatment.

CONCLUSION: 17-DMAG inhibits gastric can-
cer SGC-7901 cell proliferation and thus induces
apoptosis and accumulation in G,/M phase in
vitro.

Key Words: Gastric cancer; SGC-7901; Heat shock
protein 90; 17-DMAG; MTT assay; Flow cytometry
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WUDER. A: MR, B: 17-DMAG 2.5 mol/L4; C:
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