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Research progress on antiestrogen effects and mechanism of

environmental pollutants
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Abstract This paper identifies ten kinds of environmental pollutants with antiestrogen effects, focusing on their antagonist effects on

the E, levels, the E, function and the female characters. Furthermore, the mechanism of antiestrogen effects in the synthesis, the

transportation, the receptor binding and the metabolism of E, is discussed. Finally, based on the above analyses, the future researches

of the antiestrogen effects and the underlying mechanism of environmental pollutants are suggested.
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Z T35 1A A P (polyeyclic aromatic hydrocarbon, PAHs) 3T N5 3 A0 AR IR T — L6 LA BT R RO 1 R BB
MERCR I TR SS , A5 EG BEE I A2 DO R AL TR, E IR 2R (F 1D,

®1 BEANEMRUNARES Y

Table 1 Environmental pollutants with antiestrogen effects
EA SRR 78R3 BUER R A EZ DTN
LA E R B7 K 0~0.15 ng/L S5EREH, 5Pt E.Di6E [5.6,7]
=R BEy7 R K 0~8.61 ng/L HERMEM, H5PL E. fE [5,8]
HIGE Y BRT K 0~71 ng/L 5EREH, #5H1 E. 06 [5.8]
E e S F
CEEOREAY KOS LTRSS 0.5~1.16x10° pyls ﬁf“wm’*ﬁ'h AL 40
=
WK 0.1~1.23 ng/g; 5 Ah EH B KOE A
Sk Tk s DROI-I 2 ki SARBAREATRL o
4.5~985 ng/L. HE
5 AhR EHL KA
ZWIFRAEY A R R 10.8~4870 ng/g ﬁblﬁ 1P EACT AT [13,14]
=t
AL ) PLETEZYY) AR 0~0.78 ng/L( LUK e R ) 5 FALBEHIHIR] FEPLEAKT  [5,15]
UL WEMER 250 A IS IR (6.46£0.03)nglkgs K FEHLEKF ;s A ERmRNA 36 [16,17,18]
fife s R SR 46 1£(46.41£21.22) pg/L KK T
SRMAY Tk ARG g AR R R [19.20)

64~546 pg/m’

2 IREIS MR T R R
21 FHEHEKFE

Eo e AR R P B Ry B TG PR A e W MESOR 1P 2 R
15 YL W RE A% 8 A T AR MR 8 B KT R ST ME LR A0 .
Donath Z52% ] 5 mg/kg TAM Kb B 4F MEPE A B, % B TAM
RE A% 76 17 T 00 S B AV i 2 P 1Y) B, 7K 5 Maranghi S5/
G IR, B IENR R MR R 28 d AERS S [ I3 P B, /KO 5
IR 5 R G FR M AR 5 Spink S5 BIFSE A B, RE
(TCDD) LA K HoAth AhR 357 BE A% 75 5 MCF-T7 2] 525 1ifie
B, E AL AR 0 2 2,25 PASO1A 1 I PASO1B1, DA T A 11K it
Y B KT
2.2 HEMEAIhEE

— A AR A B EL GBS i B A R 2 R AR
SN B ER 456, VTS0 L PRI 9t A o 93 38 &0y S 1o ot
f: (estrogen response element, ERE) , 1755 H AR R 5¢ . FR
Ba 5 Yl @ TP LA R 42 o 5 ER K, 35 5T B & FEE
HWMEIIRE,
221 P&{K ERMRNA RiAKE

VFZIREET5 Yy ml DUE o FRAR ER Y SR 0k 6, 76 40
FIKF AP EDIRE . Sun FERIFST KB, TAM %4 5 P BE
1B KT 40, 51 2 ERamRNA 1Y %35 7K 7 5 FE AT ; Gao
SENIRIFGT I, 1.0~1000.0 wg/L 2 HE IR 5 75 S 250 fa 14 Y
ERa \ERB . .vtg— ImRNA F& 1k 2 i & F [, HLAT HH o A0 40 e 3k
222 BERERZEBHKE

ERVE MRS R 2 R B2 R A A, —SE b 5 e

B 94

Py el LA L BEAI ER (98 FKF 08/ ER B4R, BHAS B, & 15
WEBLZEINHE . Long Z5°% ¥ 1C1182, 780 AEAS {2 #F ERaF% i ,
R AIG 2 A K F o Ohtake 45 ™ 5% & BH 3— F 3k I 80 (3-
methycholanthrene ,3MC )5 AhR 2RO ERafE SR
223 TFTHERBEFHRITIE

YA P ) ER AFAELER T4 5T 5 40 A% 2 [l A 28 # iz
3. WFFE W ICT16480 F1 TCT182780 fiE fif 1 1 14 ER 45 14
%) JE 7 2R A ER A RS2 PR, Tfif Dauvois 55778 & B,
IC116480 F1 IC1182780 i i T-#t ER AY4% it 2 M BHLAS ER 1A%
W, 45 ER 7R 405 S8 T
224 MEZERWMZ

A —LE IR Y ) AR ANBE S ER L0 K, ¥ 5 2
G BT DU T A A B ER A AR B, MO ER B
PG ST B & AR TRE . X 8895 ey 75 P B 557 it 6 IR
55 WE ZR AN, XY 5 B A AR R B, 2R B BUME I R A
N o Liu BSR4 UMk & ) Sl 22 5% JE 2 3 A4 A
PO H A [ (vitellogenin, VIG) &8, T4 5 BB & &%
i, 25 8 230 B. 15 509 VTG A2 B, 0.p™—DDT X J A i i £
JH-AM A EL A TRRE (A R
2.3 T

— B PR 15 G 1) B U 2R AN A 2 IR AE RS B
PEAE I o Bi40, Gao S5 T 5% & FH TCDD Ab 3 A i 20 4 K
B, 51 AR O i 2% (follicle—stimulating hormone , FSH ) FE
B R 1 (luteotropic hormone , LH) 14 HE B 1 16 {5 2 3% B
15, HE P 6] BB 2 F B 70%~80% ; Zhang P BIFFT & 30, s
i I BE A% 4 ) H AR T 0 A 2 R T, BTG OME £ Y 7 O
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Maranghi™ | Gao %5 "“RfF 55 2 W, 2 H R % 5 RE 6 o | e LT
B BB IEERE T [ , P B D £ R AR AR A R SR £
WA EYIFRIFLE | B 2SI 43 ) 228 58 A s 5 (0 ) £
A, KIEATRENS T 5 AhR 455155 CYPIA M FR3K, I[%
I VTG % &, Kirby %% B9 & L PCBs AT IR VEH

3 HETEMBMERRMBI
3.1 FHE.EHK
3.1.1 FHEERESE E. S BIT R

AR I B, B SEAEPERR T A B MR A A T
B[] K, 165 R A2, AR W S— 2R 50 Ea 5 B , 4 L[] e
55 22 gt 1t (P450sce ) 20 (3, 3R P4S0 E2 AL (P450c17) (05
B AL (P450arom ) 55 o V522 FR5E 15 YL 438 1k 400 1 30 26 5C
fitf (P450arom , P45017c . P450sce . 3B—HSD %5 ) A 7K F- & 445t

75 AL (P450arom ) £7-7E T HES W 14 B FIvE i o, A
A ot B 5 26 B A0 R D S ) o — R 0 2 A, —BE3R
Y5 YL ae g 8 1 PR35 P450arom Y ZRIA AT HE , B4R B, 17
AR PR E K. — S B Z R 07 IR A5 AL 5 )
FIE 6% 368 3 00 0 A Bl 0 A P O T T e T T PR A HE M R
RAONE o BT, s 21 24 0y TG ph ek s Sfe s L2 R AR 245 5
R B U Pt S A0 DA A A0t A T A L B0 56 48 L 1% 0 7 T il T
PECE AT FEAR R B A MCF-7 (455 & AL BTG PR, ok
WA A 1% R0 DK g A2 | e i A R A 0 T L s
FIERA P 5 A AR TS M,

TEEHESH PR TS et 23 A (R R
AT (CYPs) 22 [ B It S0l (HSDs ) 45 HAth K, 5 iU . JIH
[T SO0 i S A% i (P45 0sce ) SBAE A Ea 5 BRI DB PR il 0 4
E, & R A — 20, BV IR [ et ) 2 M B B 5 Ak . 1702 AL B
(P450c17) W& T CYPs 5804 , 16 B & i B i ik 2 40
A Ankley SERSIRIE ST Y I B A 2 E, B & A2 P P450scc
FIPA50c17 (9 EZHHIF] . Walsh 20K FH AR AL 52 2% R MA-
10 S2HLT8] IR 40 , 5158 P450sce 64 i 2 T4 . Skolness
S5O BIF Y e IR fiE e g% B MEVE SRS R f e h Bl R
PA50c1TmRNA FA ARG, BEMTREAR I B K BARE
2 [P 3t U (HSDs ) 7 B Gt P vt 1 21 SCBE L (AR
/Dt i E R A PREE 15 Y an 4 4 S B K TS
R BENS ] BAAR4E i HP 38-HSD 1 IE P, Villeneuve
SEIIEGE S I 3B —HSD 0 550 iy 72 SU7 $H % g e 1 Sk £
FOHAM A VTG A AR
3.1.2 FHHPG XS E.A91F#=

E 76 A B B P i 2 32 3 Fe - TR -PE AR (HPG) il
MR AR N P AR PR R EOR B R (gonadotropin—
releasing hormone, GnRHs) ¥ & i 3 {4 73 W4 A2 1 B 9% =
(gonadotropins , GtHs) , GtHs £ 45 {2 BF L & (FSH) A i 14
A EE (LH)PIRIE . GiHs XPERR rh MR 19 & A o3 i
AR R, PEER SORT LA i 5 s A5 8 19 5 1 GnRHs Al
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GtHs f43 — 835 Jey il i FE A GnRHs . GtHs /K -, [
PR B, /KO

P FF ARG X A9 GnRH & —Fp Ik 2 R, & T
o — T A — e i v )RS B PR R A B e R R S R A
M. GnRH-1Z 5 ¥ SN AL R . EIFEFMR
GnRH-1 #2850 i 1E USSR 15 2 2 A e Mt s A &
WIRTR A A, Temple S WF 58 & B, K, 7]/ —Ff DNA
S IF B HEVE T GnRH-1 #1200, B H & k. B2, |
FIT T JGA MR 8 5 F T GnRH ELHER IR B A 4GE

GnRH DUk B 50 Wb, VB FH T i i it 9 02 1 i
Fr UMM, A FSH ORI LH (194310, Yong R A 5T & R
FSH BE% i 242 5 PAS0AmRNA 4 235 7K S H1 E, K, 17 LH
REMS 15 T PASOsce ik, B R 22 IR 7K o Gao SR B,
T A F A B M BRL T3 SR TCDD , B 8% 100 sl 1 YA e i 2%
55 LH A FSH 7KV (9 7 e, 34 100 5 1A O 48 A B R AR 1
75%~80% . Donath Z5'% FH TAM %% &% i 48 M4 R Bk 91,
TAM #3410 ] LH X E AT 59 1E 6 3507, 51 LH T E. 7K
SPREAR , 0 I HEGR
3.2 FHERZH

IRBE P ) A2 0 34 BE S 1o T VG S R AR AR N 132
it AR R UM R AN o TR B S b MR A
ENMEREEES B A mEM SR ESEGEA
(sex steroid=binding proteins ,SBP)Z5 &5, Martin ZEP 58 &
BRI 2 (L H S @R NS s ) A5
(M Sh L R A YR A R ) 25 400 I 33 2% T 410 ) 12 3
5 AR SBP 254, HLIX A il 4 FH 28 B0 LR 500 o 200 O¢
o Tollefsen ZEIARIFY F WA, 76 T 5 fE 1A PN | 2 pefE — 8
ARHE AU A 4-FE3 =R LA MEm 455 et 5
E, a4 PESS & SBP, HUCHE —BEAE SBP L0455 i, BT HE
R AER P I S AR
33 THESHNZEHES

FEE R AR A 1Y) e 28 I VB B S A P A5 21, 5
AH I BZ ARG A 75 T RN Sk 5% o PR TS Yol DALtk A A
YR TR — 2R St R, R R AP R A,
FALHE ER F AR PRFPZ (A A5
3.3.1 FTHESERZS

ER 2% 18 2 52 K K % (nuclear hormone receptor, NHR)
B — 01, 45 ERoHI ERBIFIE A . ERa 3 Z/EH T 2L
T8 S H5EPEYIRN TS, AR R M ERR
BB PE R G R G0 A5 ™

ERs /5 A BT 3 28 46000 = 2 & A 7 i A% P9 R4 e
I I

1) 4% N ERs A T A8 . 7EANIAZ Y, B 3005 19 ER
M EES HERE 3 F LW ERE 254,15 S H YL R 5%
o TAM A RLX PIFTMERCR 25000450 5 B 250, it 5
Ese PSS & ER, W0 H 03 R 5%, & ¥R BT ME B 3000 .
40, Sun ZE2K 130,100,300 e/L fJ TAM 2 52 Wi 1 5 2 £1
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BIAATANNL 72 h, K I ERa . vig—1 Flvtg—-2mRNA [ 261k K F
Yo B 2 PR AR o Shang S5 AFF 55 & B, 7E MCF-7 1
Ishikawa PP 40 i 22 o, TAM 1 RLX A% 3 545 706 s i
K- NCOR .SMRT P S 4 8 25 S Bt g5 6 3 B, 19 H 1)
HH card ] shF I IR ik

TEAHAAZ P, ERs ¥ A3l 1 26 1 5 =22 [0 A9 AH F AR S 5%
Pete HY S B0 R 72 G RSS 6 T H LA
ek, BIAN, Bl S ERs 5 AP-1 5 9 FOS F JUN £
HIA AR RS R EARKE T IGF-T5 5, i —
SO PR v Y ) ] DLGE 5 TR IR AR S B B Ui hE . il
Attanasio ZEP I & I, RLX BEMS{l1 B8 A T 0 JCHE i &
PEIR N IGF-1 7K V4% . Decensi Z5%3% B 68 57 1F 7F ik
TAM #5747 FL A 19 B 556 1 f e 2, IR R i A0 A s 1 A
J5 AT RN, I P IGF-T KSR T 25%

ICI182, 780 i Rl 1t 520 ER 85 11 7K - & #4551 25 4%
N o AN, Dauvois S WF5¥ F B, IC1182, 780 REfE 521 ER
BOAZ SR AR R, (75 ER RN AL R . Long 5%,
ICI182, 780 1753 ER o F1 21 ifd i 2 11 CK8 Fl CKI8 AH EAEH ,
75'F ERodZ AL SE TG AR 1, i ifF ERa A o

TR & B, ERBREAE 8 ik 5 1 41 i 98 1 RN 40 0 R
Sfe B S P Z AUV . Hodges—Gallagher 255 i # 7. — 4>
ERBZEIAKE AT 845 1 MCF—-7 40 2 & 38 ERB AT JINHE TAM
ICT RLX 3 % 259 A0 M 38 28 48007 , 28 1 90 o 2L o 240 B 1)
B

2) AR E ERs . ERISTEANIARS 5 E R,
O K e 28 B o] DLl o VR T F 20 M 1 19 ER A%
MAPK  PKA %5 (1 358 R RO 5 55 38 257, Seval S5 1F
KB, 1C1182, 780 REAZ Il E. 8 40 ER 3G 1Y 22 24 75 Ak
EH fgﬁﬁ@(mitogen—activated protein kinase, MAPK) =5 %
FIBERALAVE T o Yamakawa 551 % B4 ME I 2% 1CT182, 780 1§
4-FE3 =R AL PR FL R A 88 h ), BERL I E/ER 18
1L 25 P A (eyclic-AMP dependent protein kinase A, PKA)
WART LA N G 7
3.32 TFHE.SANRES

TiE B A1 ARR FE7E T4 5t v, 55 Hsp9O/XAP2 43 F
B AP EAEA . LTS Y ARR i 4000 Bt A4 A%
JEMGF B E G e Tk, 5 AhR #5412 8 H (ARR
nuclear transportor, Arnt) 254 . X Fh IR~ RARRENZH 51 A1
TR S G XRE, S48 — R G0 s R 1, b5 2, 49 n
CYPIA1,CYP1B1 F4+ bk H IR —S—% % 1 55 H 1 5 K 1) %
SR ORI Y AhR REAS 3 11— R 9 A 6] 1 AL 5
WMESZRER AHEAER , 3E 1/ T8 ER A S 1015 53 i, &5
PUHERLZ AN

1) AhR SE445 4 ER AT AhR FTER 2545 21145
AR E bR SRR S 2 3R B A — R e sk A (1
AhR &5 g E45 & 5 ER LR 5% 7, THL ERE Y. i
wr, At B T AT AhR B 56328 8 14, I8 02 ERs KI5 A

B 9%

FIEE SRR T o Arnt R4 BYOG VR H E 2T e
CARIGIX I ERs Z [ A E R . 11 A >4 K305 ERs L4
25538, ER A1 Arnt A g & #EX B AH BAE ™. Kobayashi®' |
Kamei % “WifF 53 % B, 41 26 1 £, Bk 5% RS 1§ CBP/p300 bR 2 5
AhR/Arnt A5 105 SE3CE L F241 , CBP/p300 )2 f14% ER 4
SRR AR T AN AT e R Bl R

2) fEEER M. —SEABETS YY) 5 ARR S5 A5 L BE
AR ER B8 KO, 1% ER YR A - JCR M, 1991
4 Medlock ZEF57 % B TCDD fg A FEAR A FLIR HEh ERaf)
B K X HALHIHATE R . Ohtake 25 HF 58 & L, AhR
B 3-HI FL R (3MC) | B-ZE B (BNF) 5515 Y i )5, N
U5 ERoc, ERB A &5 11 7K F 13 8 0 3 PE B AIK, 1T ERec,
ERBmRNA FihAKF-HIT AR o S gE & 3R, Be (A 1)
AhR fEf% 5 CULAB 75 ALK . Arnt . Rbx1 28 11 . 26S 75 A
R Nz RIEEME G CULAB™ {2 iE ERaf# Mt . 76
BAY CULABM H  AWR /A —FPEEYIR BS54 ER

3) e ERJAZIFEANIM . TEERM HFREER FAELE
5 AR 5 A8 S 8 G A (GXRE) , TCDD 155 1) AhR/
Arnt R 5 ER H 9 HE 0 iXRE/E, LIS ER{F
S, Krishnan 2758 & 8L, TCDD HAlAE F MCF-7 41
M RANRES [ B350 BE K cathepsinDmRNA 2235 /K R84k,
B2 5 E B &M %P, TCDD fE % B IK B % S5 W
cathepsinDmRNA IR K, cathepsinD 1Y) Ja 811X
A 5 XRE B0 4 —E0 0 iXRE, TCDD 34035 19 AhR 7] 454
| cathepsinD J3 31§ X H iXRE |, 354+ 454 B35S T ER
B S X, #0 cathepsinDmRNA ¥4 5%

4) BFA BANHIH T, TCDD REE 75 T4 i 5 A 41
HF, T EFES T HIER . Rogers ZMRHFSE K&
B, € BG- 1 BP 5% 40 g of , TCDD BE 9% 30 i E. 3% % 1Y
pS2mRNA FiA 7K (H R TE AR A B i 37028 2, 01
Ji , RERE fft Bk R i 7
3.4 FHEAi

— MRS Y REE L 5 AWR S A I AR A R
P4501A1 F1 P4501B1 (4 1%, 1 20 il (2. R P4501A1 RS 1L
E: [ C=2.C=15a fl C—6afv #1423 Ak, 40 (0 K
P4501B1 J&—FREIE A R AL AR Y 4- 2 AL Bl , X P Fh 20
Ji €828 P450 W] LASE o b iR PR AR R 7 204 1A e — 1 iy
AL, Spink W52, TCDD S HoAth AR
FIRERS ST MCF-7 AR (4 2R PASO1A 1 P4501B1 A2 1, 33
E [ A AL 58 | BRARANIE Y B /KR

4 RE
41 AR AR R B R A

W Sl AE HEBR FTI 1R GeHs Hh B, TN 22 R
(progesterone JP) MZE I E K (progesterone receptors, PR)
S5 S5 B A5 . Nishino % F TAM A4l
AR ZK191703 73 B Ak B AP R R, 24 h ) AL BEZH P,
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2,

IR S 5 R ATG o T PR i K R B ERBHE DR i 5% i 0 R
W T S 2 LB 4 R 2 W o R i 2 Y B 9 K 8 i ™
Donath £ "F5 % BE, HUME 3 TAM 76 HEDE T ASH BB PG
Es B 7K, iR RE A% 5 AR Pk . TR, SR8 35 e )
S 75 3 S AE BT P Y KT S B T & AT M 2 0 T
— BT,
42 MWHZERNS R EM RN E R
421 NHER 5 EFRET RS ERER

— BB PREE S Y] LU i TR e o i - R
UMES AN o BN, Soga S5 HF 5 3B , 1y ZE A8 5 385 i
2 P B 3 2 40 i 3% E (gonadotropin— inhibitory hormone,
GnlH) #2220 0 50, 32 525 GnlH 21K GPR147 . GPRT4mRNA
PR, T GnRHmRNA ik &, i — 254138 FHIE T Rt
], S0 E AL TR . y-2 5 TR (GABA) & X
PR R G B0 A 2238 ST, Santos 557 BIFFEIE S BT
5 Yy 2 SR SE S GABA & A AR iR (GAD)
T GABA A4 1 ; Maranghi 25" [ BIF 75 & PR 4 3 IR 2% 7%
PEFREL28 d ERS T I N B 7K T 52 B0 B 000 56 2 M
o UL, 45 AT A EREE TS Gt s oy 23 I AR FHLA
T 5T BT MR 500
422 MNHEZEM E fEM RIS ER

YR B, BB DA, AT D e
%o Naftolin 25757 A& BT Fr g Hh 1) e Js — B 78 55 & (L 1l
FIMEAL N A B Eao BRAFSE KB, 78 SRR T i,
P2 R BV A — B At 28 A7 7675 i 2 JR M 1,38 T A
PG V3 25 Bl PR Bt 405 RS R A B ZE T, Temple S5 F
FER IR, B A R —Fl DNA 5 5 A7 B34 T GnRH-1 #
2600, BN E . 1 GnRHAE R HPG 4 I &R 46 I 1
Z 5B KRR . L, A5 TN TE eyl sh 2 5
E. I/ E AT 58 HAUME R R A -
43 MHPAHPT.HPGHIHZ E/EAAEM RN E

T P i — 3 AR - iR (HPG) %l L F 7 i — 3 A< - FFOIR i
(HPT)4H LN Fefi—Te AR5 A (HPA ) 73 51 A sl
YA R G AR RGNS IR RS . XSRS
PRI 1A B o3I B AR . Lin ™05 &
B, 300 /L 1) WK fif filz 2% 5 1A ME 1 BE 1D £ 5| S HPA Bl
CRHmRNA ik & T ], IF ik — 25 BEAK i 3% v . F1 T A 7K
o PRI BT R 5T LR SR BE ORI SE 2 3, 100 mg/L
P4y Y S T 4 15 E B A AP LT Jtt F PR B 25 T R = FP R
R T 7K, 51 HPG Bl FSH FLH (7K S T D R PR i
A AR I P StAR L 38-HSD F1 178-HSDmRNA ik &
R B, AR AT 3 K2 BAE A T4 I i G
PIR B R AN KL
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