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FLR PEYN B T fE AN 4> (primary ovarian insufficiency, POT) J&
FELCPEAE 40 % LU H BLOP SN REGR , 2R BN H & 57 %
(Mg M ks ) SePERRMER KT MERCR K
TR, FEURE E T N B A% I T g0 k0 i
B B BTBARE RN 5 35, X R0 5 109 A5 30 o et R B O
P AN ] 2 S A BEEERFSE R R, POT A K
FiK 1% ~T% i HITAEk 2 EIH @St T e skl A
KEEA WA TR 24 25, POL (¥ 5 s % 975 6 ] il iz i T 1
POLJR RS 2% , 5 WL AR AT agt A% PR R L SRl TR 3R L B R PR 3R 3R
R B BRIME —F L By POL B REAN . B, 24
i TCH V1A R0 T 2 1 S 90 LI RE , X T POT YR TT , AL RE LA
SRR AR A M 22 3R B8 ACIR I (hormone replacement therapy,
HRT) g1 %k 2508 % 0928 & 325k, H AT R 300
B EFEEARFNAF I RAF S5 07 WA BOR AR B 4 B
S, Kk, POL [ i C A AR FH P 43 Wb I ) s
AL, T POT A AR AL AT, H AT C 3844 S S5 I = A0
Xof 2 2% HABOHERS T, 480 PR A5E RV R X T POL e A K S 1) 2
HAFEE S MW A (bisphenolA, BPA) J& — F ¥R 4 /) 4
T4 ¥ (environmental endocrine disruptors, EED) | /E Mt 5 F 4
PR IR Z AR A — T AFTE T AT B AR v, &
B THILAA S AT 2 4 TR0 3R % M, 00 2 i 7 A 67 TS
WEEERFTE ) R, BPA B2 88 & S M U A9 A K & 7 L WA O B
20 PR 5, DI AR 0 i 2K T B3R 1) 0 G, 3 i B S ) g
IR, TRE S POL YA E R A AE—E MR R o A SCETE R4S
BPA 55 POL % 2 Y AH DG 1 B AR FIALT, S POL Y By i 4 4k
Z%,

1 BPA WIMRERZBIK

BPA 2744 2,2 - Z(4 - BRI ) N ke, AR — I 2 b,
T 1891 AE i R E b4 2K Dianin 1 UGB, 78 30 M NI R 1%
PR T 4 185 705~ RHA B 52 S LA R, 00 2= ROk
L EILY B A R R RN B R R IR SR AR I AR
1o I R AR B B A 1 T A BPA S DA SR Bk R I 5 3P S
i R R R, Pl e B ROK B A IR A T R B, 42 R
JBk WP R SR AL R G 2 Mk ARt AR, BPA TE AR A
T At 2 FF IOE AR L B 0ot DR RCHE AR SR L A

TEF L. 237006 ZHONT AL ANRE R ™R

XU A s B EEINREA 4, 5 O 0 4 5 A1 IBIL K

FE R AERHK 28 SR IR A I, HE 2 0 R
A8 WP ARARAE HR Y AN I PR DR YR P LR S
PR A TG BPA. 1 BT UL BPA X ALK 19 5 65
WA,

BPA [4 27254 55 E i (estradiol , E, ) FI 2 MG ER: ( dieth-
lstilbestrol , DES) A1{bL, EL A 55 Mt 2 20 , R e 7 £
EED. [ 20 {22 30 AEAU3E[E /b2 Dodds % Bl BPA (DU
RIEMEG , — B2 20 {2t A JUHAEAR, BPA (94 B A T iR
ZFENVEY ST H NI R TE, K sSieirss %01, BPA
AL A BEARE VAN 2518 , R0 B BPA BREE [ RE 2™ A
A RIEYIFRON o 2018 4F Lee 45 SR FHWOAH €0 3 16 JH %
(liquid chromatography — mass spectrometry , LC — MS) 57 A X5} 55 [5]
PR A7 B 12 e 14 318 X E5E — B AR JLAY BRIV L B SEIR
TSGR BEFL JFEA AU A LRI bR AS #5477 BPA ZKFAG
M, E55R79. 5% ~100% BB LG JLFEA A 21 1 BPA,
FRBFFE R BPA X AR B EEKARAE ) I

2 BPA 5 POIRIXZE

POL 975 1 7 Ji¢ B 1 55 D g i iR . AR I i )
N PR B R IS Bl BPA B2 e LI R F 1B
SN ELIE AT AR E P S I RE, RS2 I O BT L, 1
SO LA A DI REREAR . HHAT, [ NSRCT BPA 5 POL ARG HE
HITRAT I R B R IE , B E A BT T RIIESE BPA 2585
POL (A HA MR . - HH—35¢F 30 5] POI 4% 15 30
R RRAN 2 L P AR )% BRFFE R T LC - MS HOARKG 1 523K
MK BPA HYZKF-, 4528 A B, POT JE 25 1l BPA JKF- i % if
A HHER ARG R . HN—TET 159 i POI
SR 186 44 R 10T L 199 491 % B 5 SR FH 8 580V A £ 335386
J5Ti% ( high performance liquid chromatography, HPLC — MS) $ &
HEAT PR BPA ZKSP A I, - D0 2 1 BIF 98 60 52 185 A A= i 3R
(luteinizing hormone, LH) | B ¥1 %] ## 2% (follicle stimulating hor-
mone , FSH) FI#t & 148 1% Z& (anti — mullerian hormone , AMH) [¥
KV WFFEEE RIF AR BPA 15 POL & 2 8] 4776 G HK , FSH
1 AMH /K-35 5 BPA A G %, {H LH 5 BPA JK-F- 52
TERIZE™ . B FIREA R BRI, R R E PS589 A ROt &
€ BPA 5 POT J A= Z [A] A AH G , A3 B AT A HE 645 91 %o
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HRIF STt — AR S
3 BPA 5 POl R &R REMAXKIIIES M

3.1 BPA XU AEKMEZ T REN  HATh,POL E
TS LT 4 FALHIAEC : O U U0 1Y 52 B ; @) U P i it i
S 5 R A B s @Y A K2 B, P ECHEIR RS . B
FLEFRY], BPA AL AT LA ) Ji7 45 B I 14 2 2 , 5 3505 4 O 3
TE BRI, IR0 08 i 4 B 360 104 0 Bl S 402, ok D s B0 940 ) 470
SRR A T ELRT LA S 00 6 0 P A, v D SR A, T R
5 POL [ R AFAE R KA o

3.1.1 BPAZMJEIGONEMIE . EniA Yt , s
HR AR B 1 D B BR A, 3 R A B 1 b AR 3 T M R
AHE B F5 0, JEUUG B0 1 T8 T B T A B AN R A 224 3
A B AT G AR A IR A L8 AT AT — S BN H PR R A
RSP A TR RE ). BREAEWESE T KW, e WG s
ARG BPA 2 58 23X LA DR TR L0 &4 B B A AN
SR, AR BT L0 4 o Zhou 25OV A/ BUAK B L R 5 T A
[ &) BPA(O. 1 g/mL.1 g/mL.5 g/mL F1 10 g/mL) #17{A5
B SR AN AT 4.8 X, A 72 BPA A PR 5
FHINT A A M 4 L, JFREAR T R 4G I Y H 43 Lo
Zhang 25" B SIS BESE RIRE & BR, 248 A /N O ST TR A S 6
T10 8100 pmol/L (¥ BPA B, AF 5 4H il 55 47 fife 0 J 4 B0 760 20
$ i B . Hunt 255 78 R KK b BT T AR SE I WESE
I R T A A BRI 20K BPA B8R T 7 % 0 1E i A
MG, A5 R R B WE 1 25 3h W25 oL, BPA ()2 55 & B0 AL
BRI I1 LR 20 e B S S . bR R SR A R R
BPA 755 2338 1 310 i 25 77 200 JE0 58 1Y o ik L 5% ) JE 4 O 9 1 21
B W TR AR IR TE B o

3.1.2 BPARHFJFEAEOMIEN G B 55 TR L6 O I 2 O SR i —
WG TE R, TR AR U0 LY BLE AL T # BRAS  a sh SR R
LG IR ] i A AR B B, BT R B IR IR R G O I R B
G, 3 — R AR T 152 2. Rodriguez 251 X Wist-
ar £ 5L PND1 %] PND7 47 [¥ BPA[ BPA 20 £H:20 mg/ (kg - d),
BPA 0.05 £:0. 05 mg/ (kg - d) ], 45 R B, 5 AL L,
BPA20 2151 8 (1) it 1 U9 30 0 2 0D, AR K O i s A A . &
i N AR 4 K CSTBL/G M B B SLZ1 4L, BT R (] vk
(0.1 pmo/L.1.0 pmo/L.10 wmo/L) 1§ BPA A7 {7 5% 5% 10
K, ERRMEET 1.0 pmol/L Fl 10 pmol/L ¥ & BPA f1y
C57BL/6 Mt B3P 520 25 1R 09 96 5500 45 %o IR 4 8 2 020, T )
PR BRI, L 3B AR S A& I F 5T s, BPA 1]
A 46 B0 36 1) i3 3 S5 4, AR 1 I 4R B 96 1] 400 5 OB o0 119 %
A BN LA

3.1.3  BPA VBSOS TR Li 45N SR I i g
AN 21 H M E Wistar K B30 5258 T R ) 1) BPA
(10 mg/kg 40 mg/kg F1 160 mg/kg) , 4455 & K BUBLIG TR K 4%
Qb K ISR 3 B8, Patel %1% X} Sprague — Dawley K
RN 6 K2 1 4 IR A [\ ok B2 1 BPA[2.5 ug/(kg - d)

25 pg/ (kg - d) 250 pg/(kg - d) .2 500 pg/(kg « d) F1 25 x
10° g/ (kg - d) ], 255 L BT T 25 pe/ (kg « d) 1250 pg/
(kg - d) BPA WyRE, HFAUAE A U5 21 R R 4R B . f1 2%
BP0 55 DI B T A T R BRI A B O R 2 38 o 2. -
IRBFFE L5 iR, BPA S8 AU S0 K SRR 76 7 b A O
T2, SRS F A I gk B B/, T AR T U 0 18] ) 2 2R
XAt 25 7 2R A T A O S

3.2 BPA XJUNERANAR A > 245 R AT A2 R Y B
R Aot B A TR R AT B A R A F . DR EE 4T
FE A 3 5 v 5 20 T BT U B Ay 2 DA e s
Y, BPA 5% n] 5 000 BE A0 A 55 — YU Rl o) 240 27 R R R 25
SR 0 A HE 5 B L 5 0 O Bk 200 0 A 20 S 0 R BEL T
BPER A4 0 Y B, T B B AR AR B 1 A, 5 2o P BB 24 i
Mk BB MG, S5 I — I 56 T A A 40 i fAk 41 15 5% 1438
o, 46 B 241 L 52 5% TR [ 7 B 19 BPA (20 ng/ml. 200 ng/ml
5% 20 mg/mL) #5357 30 h, Z5 0 & # BPA B FEE R 25 Ik
VRS04 2 30T (ML 390 ) %) -5 240 sk 2>, 32 4 R 240 6 38 o, L
WA TG (R 1 S e R B R Teng 25 g
GREEAN A AEAS R4 B BPA (200 wmol/L 250 pmol/L) #5355 44 h,
S5 0L R I BPA b B BPER A Y S SR BB 2 I o, R
FEIA ORREAI I 25 B AT A5 A Y (AR HES S . R BEST Y
WA BPA Xof BBE 4 A8 58 73 24 U AN RS2, 23 80 2K
GN-B: A B A B T I AR B T,

3.3 BPA XPPHURLAN 2 [ RERER 4 WA 52 S0RE 4 i 2 B
BRI REANAE , 78RS UV I8 B O AR K A E 2RI
TR 2 1 3 s L R A 0 e AT T A A . ke 45 TR
U1 H SR T ARSI 32K/ B M5 PN 2K 1 S Bl S 1) 54 9] B 5
fi# £ GEMS T (diminished ovarian reserve, DOR) [ g 3 1 67 ]
4E DOR #5351 P I I , SR FH A EDK 5 93 W Bt ( enzyme — linked im-
munosorbent assay , ELISA ) 4 AR 22 27 103 OF @& BPA ¥ &
FE KT, 455 & 8 DOR 41 %E DOR 4109 yfa i o BPA ¥k i
BE TR AMH P R E, KF 3 5 A% ., A %006 20 Rt
R SD KB FAEURE 5 ~ 20 K, 43 5 4% A [F] ¥ B 19 BPA
[0 mg/ (kg - d) 10 mg/ (kg - d) .50 mg/ (kg - d) 250 mg/ (kg - d) ]
PEATHE S YR, A5 50 mg/ kg #1250 mg/ kg ZHAT BT A 28 ~
36 d W[E], LH FSH F1 E, /K78 B F A%, LR BFFE % B, BPA
0 2 AT AR AT AU 4 it 285 [ 8 35 1) 43 W ok T P R L E
YIREMZEFS o

4 BPA 5 POl AW HEMEKX A5 FHLH

4.1 BPA S SSMERCRAE T AR 43I0 THEAUN - BPA i1k
25K 5 B, Rl DES FH{BL, X MER R 2 14 (estrogen receptor, ER)
BA Ry, T LGE S 5RA R E, f 35201 /Y ER, T4
TEH MBI . BPA 5 A% 8RR 52 14 (nuclear estrogen re-
ceptor,nER) 455 J5 , R AFESAL T MERCR /9 AR W80z, il 1 15 5
38 PR R4 5 7 AL il P450 (aromatase P450, P450arom ) [ 31k, 5%
M EDR 2R A 40, TG EL AT A ER TR AT B, S04 5 TR A
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S, ALSUE S M RE Y 2 7' . BPA BR15 nER 454
Ah B0 DL 5 % % 5% /& ( membrane estrogen receptor, mER )
S5 AR (5 S (kO B 40 SURL AR AL Ca®* (I
UL, B M 2 4% A 0T, R 55 TR R 9 43 L BPA
A 5 FE AN nER Fl mER 255 J5 , BOE H A S R E S
T, TAUE R BN WL .
4.2 BPA R AL 27 U - A IR R HET, A TF
Z T BPA i W35 1 2 A2 5 | S A 5 200 i 35 A% 78 e O 0F
FUAE . Santangeli %% {6 BE 7 0 55 5% T A IRIUKFE (1) BPA (S,
10 F120 wg/L) Ab3E 3 J 4550 ,5 pe/L i) BPA Z25% ] L
AR A R S LTSS R AR AL, T VR R B R 2 O R
(155 PRSI A R T Yu S 5 ok ek X B A Ak A
BRI R B, 755 T BPA fingdt 1 O E A0 M i R o0 2T 1 #Y
HEJEE, FTRE!S Dazl 71 Stra 8 1 ERB {553 i (IR FH B AL AT 5K
PR, 25 00 35 4% 2 B8 i BPA J4 4% B 58 2 1 149 43 - AL
Z—0
4.3 BPA i AR AR U0 R ME BPA HAT KR sE ) K
T EAL TR RO VE A . Wang 2570 4 AR MERE SD K B
T 7 AT BPA e WFSE R B BPA 2 S EORRUITIE
Bt Sk JU i SR AR 2 (peroxidase 2, prdx2) mRNA f) 456
A IR RHOE , $E75 BPA R85 AT DLl fEdE S A T4
IEH AR PRV, prdx2 AT B8 J2 B S A5 1 SRR ) A ) 27 4
Fvo Teng 45" fs R 019 B 40 /6 A ) e 3 9 BPA (200 pmol/IL |
250 wmol/L) 55 44 h, 45 Rk B, BPA 25k T B T4 i
bel —xL By ZIE T I, SR MMM T8 . AR SR,
BPA 0] Ui i 3 BUR AN R e R R 40
4.4 BPA I TG 5@ 87 L P BE 0L ORI S H R
il £, 2 4 ORE 200 0 2 [ B 135 S A% S AR T4 5 20 7, Wl S Tt
JLEE 3 — [ ( phosphatidylinositol 3 — kinase, P13K) /22 1 & iR
5 1181l ( serine — threonine protein kinase, Akt) {55 18 %, 18 1
T BRI AR TS ZME S TR I E A R Y
( phosphatase and tensin homolog deleted on chromosome ten,
PTEN) SR04 X, — &2 1815 200 g 1 5 G B AN AR, X J 46 B
R P BTk 2 AR . Hu Y g R,
BPA Z g 2xiliid il PTEN (335, 5 80/ B0 5L i )5 4h b1
YA LW PSR B, B CSTBL/6 e B Y 51 L4121
#55 T BPA FEATIRANG I7, 45 08 7R, BPA B n] g i i
PI3K/ Akt {5 538 % 2o FE S0 JSL AR ORI . 1l AT DL, BPA AT LA
A5 AR T BRI

25 B RTIA, BPA 1S BURHE] A 7 BN , 2 20k 4
BRAF P B 22 WA T 0B Z —, 2 AFTE T T H o A 1
Ho FRT, BPA XIAEFE &R S8R f& 3, JUH0 09 58 59 s M 7E 5
EBOR B BOCTE ., FRTSE R, BPA 55 ] e id i HERR
S MBI A 58 % 8 A5 2 T BIL R R R B
WY T PR R Hc A B L 28 [ R 1 40,
N AR DI RERAR , 7E—E R B3R BPA AR POL [ %
SAFTETERIR R o H H AT BRI 58 2 LA Sh ) S 0 528 0 32, T

FARFFE T BT Ry BPA (1 2 88 Jy =X R o (s 1] D 4G
FEEHEAAN . ERIML G Z 56 F BPA 5 POL & A4 KA1
KMEMTA TR . WAREE A EE AR N BPA [ fR AR,
T L AR B BAG I T B AR ) BPA AR SEREA TN, BT M A 7
FF A SR A R ARG . R, 75 2 2 0 B
AUk 2 — A T R, B TERE L &% EED #E47 58 K
F I A% A ARSI R B LU0 20 POT 25 2 P 43 I 52 05
&
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