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Purpose T To determine the factors associated with overexpression of HEPET in twe gynecologic
cell lines when treated with anticancer drogs which induce the G20M block with different cviotoxic
micchamisms.
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Mo eviomerric analysis were applied for determination of cell cyele perurbation.
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HSF2T was

stained by e indirect imunofTuerescence lechnigue and analvzed by a flow cyviometer,

Results

Growth arrest and G2°M accumulation were dependent on the dose of each cyistoxic

agenl. There were positive correlations between HSP2T onverexpression and G2/M accumulation

when BG-1 cells were treated with etoposide. coleemid. vineristine, and ET-18-0CH: bun not with

paclitaxel.

overexpressan of HSP2T.

Similar results were seen with Hela cells bur ET-1E-OCH, wreatment did not induce

Conclusions | Overexpression of HSP2T was asseciated with cloposide, coleemid, and vineristing

[reatmeant.
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