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ETREAEENRBAR SR IINBESTENARER

mEEE, R ibt, AR Fd R, Ko
(HAEFIENEDARIZ, MK 541199; 27 B AR E S F 75 0 AR AR,
M EFE&E M T RErE, &M 414000)

B WErA(bisphenol A, BPA)& —#F A H ) i2 £ T B % &£ & b 69 ) 5t T #HAL F 4 (endocrine
disrupting chemicals, EDCs), TFHEAIREZE, Kt 5% . BPAMN L BABEHRZ A . G E DL, I8
Riftfe KER S HFAH THRAERA, BRBPAEA S A RIIMAELE RO XIK, ZRIFELE L
(polycystic ovary syndrome, PCOS)A2 F #4a% &% L&Y A5k &R Hm. BPAT %3 £ FPCOSHFAERY
A5 Fe R %, B L HEMBPA 5EPCOSZ 1A & f£ 48 X 7, BPATT it R PCOS A ALl 9k —%-hH
Fo ALLZATAXBPAL XEBHE., BHF WM. BARMARIEZMXZ, M9 TBPAY A
BAATA 7 X B R BB A by AR S & IKSUAR L AEPCOSHE X 69 £ 78 Kilt & %, 2 m ARt
BPA 5PCOSZ M #) %X % .

KA WEA; At T#hA; ZRIPELEEIE; BT BB FRR

Research progress of bisphenol A promoting polycystic ovary

syndrome based on metabolic regulation
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(‘The School of Public Health, Guilin Medical University, Guilin 541199, China; *Guangxi Province Postgraduate
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Abstract: Bisphenol A (BPA) is a typical and widespread endocrine disrupting chemicals (EDCs) in daily
life, which can cause reproductive and metabolic abnormalities in humans. The association between BPA and
endocrine disorders has been suggested. Polycystic ovary syndrome (PCOS) is the most common endocrine
disorder among women of reproductive age. It has been found that BPA induces reproductive and metabolic
abnormalities similar to those characteristics of PCOS, so it is hypothesized that there is a correlation between
BPA and PCOS and BPA may be an influential factor in the pathogenesis of PCOS. This work reviews the
relationship between BPA and steroid hormones, insulin resistance, lipid metabolism, and inflammation to
elucidate the ways in which BPA affects steroid hormone secretion, causes insulin resistance, and other PCOS-
related reproductive metabolic disorders, respectively, and thus to explore the relationship between BPA and
PCOS.
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% B 9 B 25 5 1iE (polycystic ovary syndrome,
PCOS) & B e I L v e o WL N 70 b0, A0
AL A0 B AR S A I, AR Ao
858 R 35 S5 40 ) BE LM PCOS I R A= R JE . PCOS
TG R FFAE RN m BEBCER (LA . k90 f
5. U0 2 JEAEAR DL AR 2, R R AR
P AERESEN, PCOSF B MR S RIPT. MW
R Z Y WIPCOSHI g 5 M BE K 3= o i A 70 Wb 4
YIHFAER M R

W o T3tk % Y (endocrine disrupting
chemical, EDC)se —ZR1] L2k WEIER G R 7
WA BN 0 A 2o, ) AR AE T AR
P& MY, WARA. &R, gWinm. &
Mot 5. NARFE R AL . TRE . RS
Fir LA EDC, F HEDCH /£ NREB R, XA
WA RGN ThREGERGE, WMAEHRS. Wa
ARG RIEREE .

X A(bisphenol A, BPA)Z—FhaHL& Ktk
&Y, — Rl KEDC, BPATE N BAK EBA7AE T
ROk TR IR LRI E W G, T AR E A
s ANEALGEE . ORLASRINIRE . TR R
Wi N\ B IR B A BPA S R, dniEse
AT &P M. JRE. MER. FKRIRERL S
PRI AP RE A 2307 B AN 45 A UBPA. HH T BPA K
AMEBERFEEENSEIRYE,  ATEEAACRI R T 4H 2 AR
FMFREAFAE, B PREEAAEYIRIA . BPA
—HBEANNE, SXMERE . AT REEE B .
B X BPA S AL BRI AU e, KIBPA 0 6
W WA AT 5, O 2 TR O R iR (L
i e R A7) i) A KO LA B (IE e S 4 PR
M2 B G0 HEEEAE) . BUAE R T BPASR 2 KB T
Fe BPAXT 22 VE A5 T REAN N 43 Wh R G IR )

AKELRIR T BPAS R EREHEER . R 5 = ARG
SR AR IR Z R 5, 73 A BPA S S8 i ] ik
PR 5 PCOSHH I 2 [F B P 3R 0l JBR B 2R AIK
PLUL R ACH S, R0 T BPASPCOSZ K & .

1 BPAIRTIKE R ENMRITPCOSK R

1.1 BPA{REHERER i
G AT AR 2 MR MERCR AP T ORI
MEWCR AR 2. S . BREE

T P 1 Tt g I S A

A b3 7 KRR O 5315 18] J5T 48 B 1 1t 7 IR
BPAZ: 2 F BRI G 3G hn, AL ABPA Y 7 14 i
I [ P < I 17 o s g o J 0 5 ) J 44 e
AMEBERP . FRE, BPA G M P A A [ ) 52
i 2 B iy (2- 72 FL B AN 6- FR Bl ) 5 1, T HUMER R
SRR, S B R E,

PRI R 45 A Bk M (sex hormone binding
globulin, SHBG)Z #MifiaM THAGEH. &
SIHBGI/K V- FFAK, TSRS Gk, i i o =2
B AP T . BPAGE —FA 2UISHBGHE {4, AT HX
ARSHBGEE: &3 ¥ 52 [, s 7 8 SRR 18

BPA ] DB i [ 05 7 A0 I (1) 2Rk T s i R
K. 4 (5 K P45075 AL (cytochrome  P450
aromatase, CYP19)s& — i 7E [ B A= pli i J5 B B
o HER R A MR I PR B, A7 AE T O,
JAE AR, CYP19F Ik BUE M AR HE v 3 1%
YR SR B K . ARSI FU R I, BPAZ:
A N B ELBORL 48 i -K GN A i o 1) CY P19 HE A
e, FWCYP19%KIE, HCYP19%IE 5BPARIK
B ET . 6Bt BPABE TR (M T F, BPAXT
7 B RCYP19aRiEH BRI . 76K
BRURIURL 4 B AN L (R] BT 4n b, BPARFR{ECYP19%
FIKCF 535 B

172 1 IR 3 25 B U 3= (gonadotropin-releasing
hormone, GnRH)JE —FXJ ~ I i - 2 4 - 14 i
(hypothalamus-pituitary-gonad, HPG)#H 2 21
Fii UK, T 303 ORI R 3R (follicle  stimulating
hormone, FSH)MI{E ¥ 1& 4 i & (luteinizing
hormone, LH)RIE. #£ jtkisspeptinft i
GnRHAMZ oY) R B AE . BPARTIE R FE
M GnRHZH g 1 2 [ B2 5 155 5 kisspeptin i 48 TG K
AZHPGHI A IEH Dh g, SELHMFSHR % ™
4, BPARIAE FILA] 7T RE N R M Kiss/GnRHAE 5 i
U0 B AN, BPA K AR AT 3 0 e R A2
R E WIS PUNICIMIFAD I R0k, W 2 |
P8 AR AR B R PRI ORI ZE B AR ik, FH R LHAA
FSH/K -, feidkop s = A

T2 K SF TE  Re & ) T HEBPATE AR A A AR
e TERIKFENIR SN2/ T, —Fhae R BPAMNIE
I B (1) I Bl U D P-4 %) B 19 R 2L 45 #2 2B 1, HL
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Kk R TA B TR S A 1k 7R B AR R AR AT
MEBER /KT 5BPATH R R £ HUHR, 1E s
FE A R B BPAMK £ H w21,

DAL FEER T, BPART LU I 10 1) 52 i 2 3 il
EPE. 5SHBGH & 5oy B LA R R 0E . 2L
A HP G Al DL v B 2R S A P S5 A [ g A2 R 19 i
R HERER KT
1.2 BPASSMmBEER & A

2% [ 2 2 PR 19 B2 I (steroidogenic acute
regulatory, StAR)FI4H i 2 P45 0 4 2 i iy
(cytochrome P450 side chain cleavage enzyme,
CYP11lal)s2 JRitd o i — B A2 & sl 42 i BR 0 2R
MG . 7EME AR ke b, StARKE I [H i e
NP2k, @I CYP1 Lal )% 2 fg A R 22
A7 B, A A7 T TR 20 B b sk — 2D etk g A
WA eSS A S2 RS ER, R 2 MR In3p-F
BRSPS L 17 B9 S T P BB R R T
Fetk oy — BN, REXTStAR. CYP1lalid &
MKZE, S THRMEZRRAEDE .

TEE 1 BPA I B HEPE R ER T, BPA# 5% ({01
FLA NG ) %, MEBGR 70 Wi, StARJK-F &
FERRED fEARSEA IR AT, BPASMER
P 50 ) A7 I R I ) B, S 2 A e A 2K
o o T 5 7 D () Rk R i R R 1 i KR,

WEFE R, BPAZE Fa T FAR 5 22 & RO < 1
StAR. BREIL HE AN B SR IE HR 1 i i A 4k AL 3R
ik, ERSHE TR, SBEES AR CYPLal AL
G R RERRIE, SRR ME KT DL
/SRR () LA B T RN EURBPA T R R
KCYP1lal Kk Jl/b 220 I B KT, (HAE & B
BPAJECYP11al RIE AWK, FFREF L IEH KT
WEY, BPAXTCYP1lal (RZMAAAE I WitE. (HA
KAFLALTBPAFFE T, HBPARIEE K, TiksE
gt e, DRUEBPA{SREES R MICY Pl 1al Kk /b
iR

1o S A ) Il A 186 B ) O 32 Ay (peroxisome
proliferator-activated receptor gamma, PPARy)/&2%
[ W 2 AR R TR R, FEEERIE T K E I
RURLARMI e, PPARyE A6 AT SN ME — . 4 A iy
G FE R =AY HHRSR Y, BPAREE N
PPARyF 1A, FEFSHIEF M5 HFLEFRCYP19al

Tk, 3 BRI N P R A U
[F#E, BPAR] LU PPARYIE % A K 15244
FZH P AME 5 IR Y R 3G IIStARER H R A AT
AWK, O ME R A A R, B AN, BPA
WAL 1 PPARyFE R F kA 2 g s 2E Y.

B 7iE s A ik NS R KP4, BPA
ARG — PRI R, A SMEEER RS
PR MEBCERIVER, XA A B 2R /K P 3 Bsmi,

g L RTF, BPAW]IE TR R S AR
Bty A0 o1 e B A AN P e O B Bl AR R R A %5 T X
oK 38 i b R AW A L, I TR R RS SEAR
CYP11alFIPPARy3: R R IE W/ MEB = A . TRk
BPA 5 35 [H B R 2 (B AFAE SR AH DG 1, BPATR] LARY
Wi S [ T A 2 ) A o

MRS 2 MRS 2, WinE
JrEL 27K JRIP (type 2 diabetes mellitus, T2DM)F]
B KUK, MR AEPCOS K IR ML kg 6 4
P, MEBE IR E . HEOR Shfgth A 2
TR, RERCE A B A MR TR I 2 mT A )
P BLFENEO, FS s PCOSHER ALY, 1
PCOSZ ki, BPA 52 [l i & & i 50,
BPA 1] L) b 5% W) 25 [ 38 2 gk i {2 i PCOS 1) &
EERE.

2 BPASPCOSHRBRRMAIR R

2.1 BPAREFRERPZHAR

ik 5% 2% 2 E R B A L R TS P I 9 =5 D Bk
=, WWHEYIERIZIALE S . RS ZEHPi(insulin
resistance, IR)/EMREZFEN T, X % QG AE
JIBEAG, SECRET R RS =1, RS REM
AL, AR AE AR O £ IR 2R

WK, BPAZR 5 I 4 ) S8 204 I35 g
FOKF, G R B R A R RS, S EURK
AR ZEPCOS P, BPA 5 IMLIE B H KT 2
TEARSERT,

i AR 4T L 2 BPA R HE 4T g . BPAGE i MEI R
VE A 5 ME 5 & 52 AR ER a ATER BAT 3 i i B 4 ffa 14
A, RS R BN MR R R W B, F 5
IR, BPAIL fig 15 147 B IR BN L 2 Ridk, 5 4
BT, R S R b,

AAN, AR, GPR30/Glplr-miR-338-
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Pdx 115 54172 2 5 BPA TS F IR S W 1) H ZE 41
WHLHI 2 —, H2EZ5BPAE TSR Wb ThRgk:
iR 2 —P,

MicroRNA (miRNA )& iz 52 e 4 fd A 2H 23560 A
LR o LN S N T 9 A P~ A8 L ok £ 5% B T
T F . miRNAA TR WX IE4E R E B &=
Wi T T R A A AT, miR-338 W) I T i
JiR-— 48 W [R5 57 14 FE ] 1 (pancreatic duodenum
homeobox 1, PDXI). PDX1 X FRfig 5 & e # A
1, fEMEIR K E BTy Re OSSR, T
] 2] W SRR R B 2R Ay WA R ATP = A2 . BPA %R 5 1]
FEUN RPDXI R A ERG I 8 252 401 LA
KRR AW % . FHHIBPA R B il IEGE A
TBBAME R 2 81 T MmiR-338, 1 HBPA B #2 U]
A I S B e LR AR 1 52 A TmiR-3388,

/INBR 2 JHBPA DUE S 2R 32 AR ER BAR 8t ) 77 5%
Wi JiR JIR B4 i 4 AN &, BPAZR R v] EL 42 AE
i Y BURARBAN A 2. JEH, BPAZEEEfAGIE
IFERB I /)N BRJBE & HNa FIK JEIE R IE A T RE,
A AR AR B ) FR S S AR i Zh B, 15 SIRPY,

ik Ji B 40 A 1140 1 267 ki) g & 2% 40 W (glucose-
stimulated insulin secretion, GSIS)H HLyE B,
BPA %% 72 1 5RGSIS o fig IR B2 LT 67 26 % 4 th S B2
W, AR AR R RSN PE R, B4R B R
S A S b B TE WOE AR, AR 5
Who RPN BRI I B8 188 30 2 1A BRI (AT AT A2
b #2 F BUB I R A W o AR DL K B R AR S R
o TG AH AL 2= 1TBPA % £ LAER B 1) 77
20 R i B P b 9 - T i R R 0 DA B 5%
i FiR B4 L 1 EL T B

DL BB SR B, BPAIE I 10105 6k & 2 B4 AL
R T R B 2R D ik AT AN 52 i B4 PR B - JE T S 22 b
BLH A 3R 5 3R 2 W 25 60 8 260 AR T 8 ) BRI
JE IR .

2.2 BPARE{REEHEREN

BPA % % i i 175 5 g U B A4 A 1) T 0 B LG 4 45
W % 3 1 3k Yk 2 Jig B 3R A N B ALK MR 5 3R
&%, BPARRERIRIIERINZR . &MLz EA
4% (glucose transporter type 4, GLUT4)E ik )5 i
MB35 R A e e, R BOR BRI R PG, (R
HIRKRAED, BRI, BPAZREE AT HEL

B ) JR 5 2R A 5% SRR i B s . 28
(], BPAZRFE Al THEAKYGLUT4R R IE R &5
ST, W PR AR . BPA AT
GLUTARIFRIE, I RIEFERE, S8 g,
AT, TEBPAMEMEZRER3T3-LIIRN 40,
BPA % 52 151 ) B OBOK T FRAIC,  (E0 i & i e iz
B, GLUTARENZE R A S, FEE, A
N4 E I BPARE #28  hm o i A HEHR BB A 4
A, {HFE24 hHI48 b B 78 42 I AT HER B D)
DL R FLEE R R T R S Seia st 5. B R
[EJ FIBPAIR B 22 5 A7 0% . {H BPA % i3 ) [H) A Bk R
AR OPRI, (RS E AT, SEUR.
gk bRrik, BPAEISMEMEIEM . it &k
A S B I8 T S AN [ AL 2 e JR 1 B4 e A PR
TEE, SEURS R WERL. JFH, BPARETILEE
BFEETENE, FEBAIRIIREZI, AT %
PR, PUALIR S A e, 1R B AR T B
fig. [Rlik, BPAR] @2 5 R A S A &
PEERE, 5 RIRIIK A .
PCOSLMHFZHT0%M EFH BEHIR, IRTE
PCOS LA K PCOSAH I (AT FF o Hh ke 5 G AR
F, IRAT S AL s i 2R IRE, 38 0 B S
WA . HEEENZ R E AR,
R FTPCOSHIRMIK A, FHH, IRIIKAREMH]
JUE 7 4 B ) o0 ffe R AR 260 B PR B L, T sy LB
M A S EPCOSH I FAEN T, TR oy M 0 3 I
SEPCOS KL AH H e BRI K. i
I, BPAT] DAJE i 45 35 J R B M 52 1l 2 A AR
WHE IR, B PCOSII R E S K.

3 Hitr

3.1 BPATHLBER i

AR Z 2 — PR T 40 R e PR, T DOE T
e 32 I 0l R 4P A 3 2 A 2 4 4 R 0 A
W, FERRREJLE D, IREXEK SBPAZ [RIFETE SR 51
MM, BPARFR BRI R LR R 1L, S8R
[P ¢ 7

BPART VD — R A BT BUM IR, 520 Jig i 4 7 7
A 3 55 A I U 200 1 B (2 i AR s ARG, IR R
7oA 1 77 XA T IR M7 £ g AR R Y,
3T3-L 1 M7 200 M o J 2 s PR - PR Rk 1), 4
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PRAE A R R IA . P MR AU D g DL PRAR S
i g R AL R R AT,

PLLWF IR, BPAREIHI R s 2 24 rb () i Bk
FREAG BRI AR B SRR R, (I i T At oy
1o AP RE RN 2R, i R AR O, ke
JER R, S8R PR DL R PR S5 1) 5 I o

TEPCOSK AL, REJEAS A2 W5 SRAF1E HIARAE,
{HAE M2 T EPCOSH RARE A4k, AL k22 5 n
IREHE, IRXAEHE R4 . [Rlit, BPAWR @R
m g B AR, TE AR RE, R EPCOSHIKAEL
RIE.

3.2 BPARHERTE & L

MR ZR REX B0 0% R 45 Hh U S 2 7 AR R
RAFG PR MEAE o BPAZ BT MER R AI3R 81 A
%, 298A S REE R R AR, w
FORI, [ = HIBPA % f% vl I8 i 55 4P 45 A5 ER il
TEPI3K/Akt/mTORAE 5 38 2% 111 1] 1 45 14 T 44 Jfa
(Treg)srtt, (RIFHBITETI740H(T helper 17,
Th17)534k, S8 Treg/Th1 740 M S ey, H 5
WA R MY, If H, BPAIRAEIE T BOFAhR/
Th17HITLR4/NF-kB(Z 5 K& 4% S 2 1k 1LY,

4T Wk AH 5% 7] & 1R M B 5 B R SR AR IR T -0
(tumor necrosis factor-a, TNF-o)) 7] 755 AW ZEIRGH
Jfi(dendritic cell, DC)#, 354 Bt T240 Hu i1
RBLfEFIPY . TR, TEBPASTNF-aff T
DCr# 4 CCi#ath Al T B4 1(CC chemokine ligand 1,
CCL1)fE /748583, CCL1Z— R bt =M
T, AATh4 M FIDCIR LA E S M ELEE LN
Ji R 92 11 1 1 T4H B CCR 8 4 i 31 S8 E B A7, TR

( MM&W%%M\OWW&Ei
. SSHBG4i & I
1 M HPG A :

[£#{KStAR. CYPllal&ik

BPA

e AR 7 257 B R

I

I

I

I

I

I

I
MBS L
MR AR T Wi Sk R

#1

I IR AR e R RIE eI 4

MERCRAE . SR ZORiAA
R S AR B

-
I
I
I
I
I

FELE s ] e PCOS B8 2 HH TNF-07K - . 3 15 1%
JRZH5Y, BPAH ELERIITNF-0, {HAE S TNF-aff:
FAA S G % N, INELPCOS H 1) 45 SV o

H 4l f A 2 -6(interleukin-6, 1L-6)7& 18P 4 i
W R R T, SIRALG M 55 % Y]
A% BPARXFIL-6iE BF2M . 7E— Himeta sy HT
H, PCOSLMEMIIL-6/K PR mPY. (K EBPASR
2 ] 5] AT 40 PR RD 366 5 i A 4 Hi 4 i e i
RIS FIL-6. HHMIAN K-8, FAZ A& E E
oA 300, $EBEAE 28 K7 I RIE,

PCOSZ —Fh & 4 S B, JERE. IRAN
R 2 S HEH % W T PCOSL . Hrd, T2DMA
O ML TEPCOS 22 P BB KU 3 i, PCOS
LV PR R 18 1 2ORE 5 T2DMAN O I A5 075 1) %
MUHIE K. BPARA —@ MR, aeslim
R HFRE, RIEEMERIE, #MPCOSH
T2DMANCo 1L P22 975 1T R85 SR o

4 NEERE

BPAREMR HEIES R 3 ih, SR . Al %
F R R, ISR R R, o
KB GO0 . BPAILAEEL £ iR mmE
FERRBANAG, oMt AR IS B, PR
I, FHBE R W, EMRIR. JFH, BPAEATIE
RS2 AR AR SERE R BRI IR . T2DMAN
O L0951 1) o X BB BT 5T R IS 5 PCOS
MRAEKREAIR, HILIAH, BPASPCOSZ A
TE— 52 B R Ek

VBN B A de |32 (N 43 W T AL 4

PZLESTTE S

B |
|
|
|
I y.

-

I DI T2DMAN A LA 5755 (140 5B 5 XU

BPAZINPCOSHLHI ==&
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BPAXT ANMEZ A KRGS — E R, AR
SEBPAXT N A B 520 32 B2 H 5 PCOSA G AR
SRR AL 2% . B _E AR 7T v AR, BPATH]
PUE A FE R 7 AAIEPCOSHI A I AL HIFI K &
R R E— 2 E . {HBPASPCOSZ A2 15
BAERRKR. & EAFIERR F BRI A RGeS H
WbIMEs e, (EAE IR PR B 7L o

SE 0k
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