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Study of the regulatory effects of reproductive hormones on growth of

ovarian cancer cell line HO — 8910 in vitro
HU Zhuoying , et al
( Department of Obstetrics and Gynecologv, College of Clinical Medicine , Chongging Medical University)

[ Abstract] Objective : To investigate the regulatory effects of estradiol(E, ) , progesterone(P) and follicle — stimulating hormone( FSH)
on proliferation and apoptosis in ovarian cancer cell line HO — 8910 in vitro. Methods : Ovarian cancer cell line HO — 8910 was cultured
in vitro. Cell proliferation was measured by 3 — (4,5 — dimethylthiazol — z— yl) — 2,5 — dipheny tetrazolium blue(MTT) colorimetric
assay. Cell cycle and apoptotic percentage were detected by flow cytometry; morphological changes of apoptotic cells were observed by
electron microscopy,and apoptotic cells were quantitatively determined by terminal deoxynucleotidyl transferase — mediated dUTP nick
end labeling( Tunel) . In addition, expression of intracellular bel — 2 protein was analysed by flow cytometric indirect immunofluorescent
technique. Results ; After incubation with 1% 10~ *mol/L E; or 10ng/m! FSH for 48 hours, cell proliferation increased significantly.
E, and FSH increased the cells percentage in S phase and G, /M phase of cell cycle respectively. Progesterone of 1 X 1077 ~1x 1073
mol/L inhibited HO — 8910 cell growth significantly in a dose — dependent manner after 24,48 and 72 hours. After treatment with
progesterone, the enhanced Gy/G, arrest was accompanied with the enhanced apoptotic percentage, and apoptotic cells were found
more than those in control group. By electron microscopy, there were many morphological characteristics of apoptosis. Analysis on ex-
pression of intracellular bel — 2 protein showed that progesterone could down — regulate bel — 2 protein. Conclusion : It is suggested that
E, with low concentration and FSH with high concentration can stimulate the proliferation of epithelial ovarian cancer cell, while pro-
gesterone can inhibit cell growth and there is an accordant dose — response relationship. Its anticancer effect seems to be due to induc-
tiont of apoptosis which may be a result of down — regulation of the anti — apoptotic protein bel - 2.
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