2545 S 11 ARz Vol. 25, No. 11
20134E11 H Chinese Bulletin of Life Sciences Nov., 2013
XEHRS: 1004-0374(2013)11-1121-05

MR MR EES RS FHEM KR

%

(1 BWIE TR AR, B 6505005 2 B

k', | EF
LIRS MR BB IR, B 650106)

# . P (environmental endocrines, EEs) & AME LR EE, AR Y R AR 2 S5 HLAR N 1) 52 AR LA
AN S, SN W RGBT RS UIREEAL. BRI AN a2 2%, Fk,

A W R VE LR 0 PR R I 8Ue & (P ATy S B AR . AR MR 1A T L R A
PUEEAE— LRIk
KRR - PR 5 BTG MERGR s B

FESES : RI12; X503.1 XEAFRAEES : A

Progress in molecular mechanisms on reproductive toxicity

of environmental estrogens
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Abstract: Environmental endocrines (EEs) are environmental hormones which bind receptors and the targets by
imitating natural hormones and result in endocrine system and reproductive system disorders. The effects of EEs are
very complex. Thus, further studies on its molecular mechanisms will provide theoretic basis for the treatment and

prevention of toxicity of EEs. This paper reviewed the toxicity mechanisms of environmental estrogens on

reproduction and development.
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1 Jun, M4 & A WE4LEL T 1 (activator protien-1,
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P 322 20 A0 PN (mitogen-activated protein
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= SEORBER IR (cyclic adenosine monophosphate,
cAMP) ) A= J 384 0 K cAMP J N JG 1 45 & & H
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