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Abstract

AIM: To study the anti-proliferation effects of inhibitor of
heat shock protein 90 (Hsp90), geldanamycin (GA), and
its mechanism on human hepatoma HepG2 cells.

METHODS: MTT assay was used to detect the effect of
growth inhibition of HepG2 cells. Cell cycle and apoptosis
were analyzed by flow cytometry. Alteration of phospho-
rylated Akt was analyzed by Western blot assay.

RESULTS: GA significantly inhibited growth of HepG2 cells.
After 24 or 48 h treatment with GA, the level of phosphorylated
Akt was reduced significantly. It was about 66.0% (24 h)
and 34.0% (48 h) compared to that of control cells. G2/M
arrest was also prominent. The rate of apoptosis increased
from 3.2% to 8.1% after 24 h treatment and from 4.0% to
11.42% after 48 h treatment, respectively.

CONCLUSION: The functional Hsp90 is important for the
growth of hepatoma cells. It may be a promising way to
cure liver cancer using the inhibitor of Hsp90.
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