DOT :10. 160167j. 1000 ~5404. 2003. (8. 010
25 8

2003 4 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE

Vol. 25 No. 8

Apr. 2003 673

45 1000-5404 (2008) 08-0673-03

kR AFAKBRE & M F HF
. 400038)

: HIW oP) . . ik
opP , .
. ER O op MCF-7 ; OP. E,
; OP. E, MCF-7 Tam ; OP.E, MCF-
i oP MCF-7

; ; MCF-7
: R1% R329. 28 R977. 12 : A

Observation of the estrogenic activity of Octylphenol in vitro

7

MCF-7

7ZHU Yi, SHU Wei-qun, TIAN Huai-jun, YU Lan, LI Xiang (Department of Environmental Hygiene, Third Military Medical University,

Chongqing 400038 China)

Abstract: Objective To observe the estrogenic activity of octylphenol (OP) in vitro and to conduct a prelimi-
nary study of its mechanism. Methods The estrogenic activity of OP was detected by cell proliferation test of MCF-
7 cells in vitro and the mechanism was preliminarily studied by growth cuwe analysis, cell cycle analysis, tamoxifen
(Tam) antagonistic test and apoptosis detection. Results OP was found to have estrogenic activity to stimulate the
poliferation of MCF-7 cells. Cell cycle amalysis revealed that the cell proliferation indexes of OP and 173-estradiol
(F2) were higher than those of alcohol. The estrogenic activities of OP and F2 to stimulate the proliferation of MCR-
7 could be antagonized by Tam. Both OP and E, could inhibit the cell apoptosis of MCF-7 cells. Conclusion OP
possesses estrogenic activity to stimulate the pwoliferation of MCF-7 cells. The mechanism may be due to binding to

the estrogen receptor; which may have effect on cell proliferation and apoplosis.
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Tab 1 Effect of OP at different dosages on the proliferation of MCF7 cells
Graup Cell nunber(10* hvell) PE RPE (%)
Contol 2.1140.26 1.00 —
OP 108 nol L. 2.65+0.24 " 1.26 5.9
OP 107 nol . 5.2440.37 " 2.48 33.94
OP 1076 nol £, 8. 980,42 4.2 74.77
OP 1075 nol £, 10. 60-£0.51 5.02 92.20
OP 104 nol £, 0.4040.15 0.19 —
E, 1078 mol/L, 11. 3040.69 5.36 100.00
*, P<0.05, **, P<0.01 vs control
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Fig 1 Effect of OP on the cell proliferation of MCF-7 cells
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Fig 2 Antagonism of Tam to estrogenic activity
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Tab 2 Effect of OP on cell cycle of MCR-7 cells ’ [8] o
Group Gy G, Q0 SC%) G, M (%) CPIC%)
Control 90.73 6.44 2.83 9.27 °
E; 10 8 mol L. 74.71 19. 50 5.79 25.29
OP 1075 mol/L, 75.85 18. 05 6.10 24.15
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