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Study of the Regulatory Effects of Estrogen Progesterone and Gonadotropins
on Growth of Ovarian Cancer Cell Line HO-8910 in Vitro

CHEN Hong', HU Zuo-ying’, DENG Xiao-gu’

(1. Baoan District People’ s Hospital Shenzhen 518101, China;
2. The First Hospital of Chongqing Medical Universitys Chongqing 400016 China

Abstract: [Objective] The study was carried out to investigate the effects of estradiol (E; ), follicle-stimu-
lating hormone (FSH) and progesterone (P) on the proliferation of ovarian cancer cell line H0-8910 in vitro .
[Method] Cultivating human ovarian serous cystadenocarcinoma cell line HO-8910 in vitro, comparing cell
numbers using M TT method, flow cytometry detecting cell cycle. [ Results] After incubation with 10 2 mol/ L
Ez>or 10 #g/L FSH for 48 hours, cell proliferation increased significantly. E2 and FSH increased the cells per-
centage in Sphase and Go/M phase of cell cycle respectively P could inhibit HO-8910 cells grow th significantly in

a dose-dependent manner. [Conclusion]) Tt is suggested that F2 and FSH can stimulate the proliferation of ovari-

an cancer cell, P can inhibit cell growth.
Key words: ovarian neoplasm/drug therapy; estrogen/pharmacology; progesterone/ pharmacology; go-
nadotropins/ pharmacology; hormones/ therapeutic use
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Table 1 The absorbency in different time after dealing with vares concentration of E» (x +£s, mol/L)
E>
t/h Control P 010 - e
24 0.21440.016 0.233+0.024 0.24040. 037 0. 248+0.019 0.21640.032
48 0.43840.034 0.58540.027 " 0.46810. 042 0. 408+0.036 0.39840.023
72 0.678 0. 046 0.682+0.025 0.690+0. 023 0. 667+0. 045 0.67040.042

1), Com pared with group control P<_0. 05
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Table 2 The absobency in different time after dealing with varies concentration of FSH (x ts, Pg/ L)
t/h Control o4 . FSH . 0
24 0.22540. 045 0.265£0. 055 0.234+0. 048 0. 2694-0. 041 0. 259+0. 037
48 0.38140.088 0.40740. 124 0.40534-0. 046 0. 43940. 064 0. 5794-0. 044 D
72 0.689+0. 061 0.689 0. 063 0.735+0. 042 0. 72540.025 0. 755+0. 031
Note: 1) Compared with group control P<Z 0. 05
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Table 3 The absorbency in different time after dealing with varies concentration of P (x +s, mol/L)
t/h Control P
107 10°° 10°°
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48 0.42140.082 0.258+0. 037 0. 16140. 028 ¥ 0.13320. 060 ?
72 0.5984-0.031 0.34340. 039 ¥ 0. 16540. 024 0.07540.013 ?
Compared with group control: 1) P<<0.05; 2) P<<0.01
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48 Gy G 66.08 17. 37 33. 68 66. 46
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