Advances in Clinical Medicine Ifi/REZ#EfE, 2025, 15(2), 775-781 Hans X
Published Online February 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.152406

MREAS T HIES RPRESEPRY
{ERHLHI

X EA, FRR, FRHE, F R
VRRTL PR 2R A e, BRI R R
PRI B2 R IR 2R — BE et BE AL BR A T b, RRORAT R RIS

Weks . 20254F1 210 F#HBEM: 20254F2H14H; KA HM: 202542 H24H

wm B

Z B IP BLZS1E (polycystic ovarian syndrome, PCOS) 2 B L EH WK, LEINRLAMER RIHL
FIEZ, HITMARER. Z O ERREXTPCOSHI M, A BT iEXPCOSHE HELAR, FH AT
YRIT R ALHT .

KA

BN MBTINY), SRINELZEELME, 1ERNLH

Mechanism of Environmental Endocrine
Disruptors in Polycystic Ovary Syndrome

Jialing Liu?, Bolin Li!, Xinmeng Li?, Yan Li2?*

1Graduate School of Heilongjiang University of Chinese Medicine, Harbin Heilongjiang
2Research Center of Translational Medicine of The First Affiliated Hospital of Heilongjiang University of Chinese
Medicine, Harbin Heilongjiang

Received: Jan. 21%, 2025; accepted: Feb. 14, 2025; published: Feb. 24, 2025

Abstract

Polycystic ovary syndrome (PCOS) is a frequently encountered disease among women of childbearing
age. This review focuses on the impact of environmental factors on PCOS, which will help to deepen
the understanding of the etiology of PCOS and provide new ideas for prevention and treatment.
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1. 518

% & Y #2251 (polycystic ovarian syndrome, PCOS) & — i & WL 6 Lo Pk 2E B N 20 W 95 05, B2 )
11%~13% B WL PE[1], IR b DAHFON RS BTG HEON . mafEicas Mone . JR & 8PS 8 E 2ER[2]. H
XS 2 BEOP LR SRR R IRHLETI R ANIE 2, WL N S AR BE R 3R 4 2 A B . BE N &= 415 PCOS
FHIRH) 29 ANEHEEE RIAL SR R B B BBURAS Sl BN 2 B BURKR R3], A SRR WA
P 50T (environmental endocrine-disrupting chemicals, EDCs)#)1E F 127 52 2 EAL. EDCs A #5 4L
WIEMEBE TR MRMI N S RS, SRR S B RP A AETE RABRE . AR ZE IR EDCs
()€ LANRFE L & EDCs 7E PCOS KAEK T HIPE LS|, ulnsk EDCs XU E BRI (R AR, &2
4 PCOS Piia i s B g% .

2. EDCs BIEARIFR

EDCs | VZAFAE T NEA RIS AR F T, e EM G R 2E 7 O “ TR TT AR A5 A
R SRR E RN MR PR G . 0l dafi . AR 256 BUE BRI ANEIEY R [4]7 -« H WL EDCs
AFEM 2 (Phenols). 472K — F EREE(Phthalates, PAEs). 49kt 325 fi (Perfluoro alkyls substances, PEASSs)+
% @ Bk 7K (Polychlorinated biphenyls, PCBs). 4 Hl 54 24 (Organochlorine pesticides, OCPs). 2 J5 Ik 7% ik
(Polybrominated diphenyl ethers, PBDEs). % 3 7% & (Polycyclic aromatic hydrocarbons, PAHs). X ¥2 3 % H
PR 1 (Parabens) & JB RS (5], FELIRE . WP, BRI ELECER AR ANUAA, E NARIIIM . FRIBE. DRIE
W AR I 38 T AS R R AR SR ) EDCs [6]. BT HA RN, A a0 51Kk, kR
WK SRS, IR S BUOR EIREEER, Mk NI BN A T4, AT P9 23 = A S R
IR R A TEEER, Heda 77

Z Ik 53 EDCs RERSEIAMENRI IEH DhfRe, 2t~ i - FE4K - P8R (hypothalamic-pituitary-
gonadal, HPG)§li 4% FI B AW A 8] [9]. HPG Filiid ol 112 P B % 22 B8 78U & (gonadotropin-releasing
hormone, GnRH). i 1 I 2 (gonadotropins, Gn) FIPE IR I ER (Wi ER « HERER A2 30 [ A AR 2
SRR LA ARG FIESI[10]. EDC AAFMERMER F H il 20 Flag 2 FHAS GnRH A1 Gn (1738, %
I HPG A A I B FH IR & . TN SR Ak oy L. FEAS S B B R 1) & S IR AR R B S T
R, SZMAHEOR. S2RE SRAGFIRE . A SO LR H AR TS A WL H B A R R EDCs 5 PCOS HIAH
AT BAR A, ELFERUE A (bisphenol A, BPA) & HHMU¥). PAEs fl PFASs.

3. EDCs 7 PCOS HE91ER
3.1. BPA BRE 3
BPA & —F L& ALY, #ima s, BT & R R S8 ABIREE b, BRI 2
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JTZAFERAE N WY, N E] BPA & FEARAS N HIRZ IS A B . BPA —H#EAAN
i, MR EAMHL R, R A KR 1],

BPA S LA fE /& 51 PCOS KAEMAMEI IR R — . BRELEMIE[12]. JRIE[13]. M5 A
SVEVR[141FEA T, SR 2] PCOS B E AN BPA /KFEXS A E &. RAMANARI, Sl@FEk
PEAHEE, PCOS B3I BPA WA B 5y, JF H 5 i o S0 AN i B iR fe B 2 1B AE G, iR
KA R BPA 7K 5 PCOS KK [15]. Kawa S5EHEAT B — T B0k AT FE R B, 50 i ZH(n = 39)4H
tt, PCOS 4l(n = 49)FH F 1115 BPA /K°FHim, H BPA KFSHEME/KTFEIEMS, MMEEEI T
IR PR R A A ME I IR 2L I A2 8 (UDP-glucuronosyl transferases, UGT) & 14 FFE 5%, 45 1% FEXT
BPA [ B fAFIEBRAE FH BRAC, WIf FECEMEIEIR[16]. Bk BPA 4k, BPA X5 PCOS R4 R JE
FAAERERHR . (£ — TR G IO T b, BN BUE R T 321 Bl PCOS Ji Bl A 412 4ilx [ 5218 R
BEA T LA XU 25104, 4% BPA. XU AP (bisphenol AP, BPAP). XU} AF (bisphenol AF, BPAF).
{3 B (bisphenol B, BPB). X{/#} S (bisphenol S, BPS). XM} P (bisphenol P, BPP)FI X} Z (bisphenol Z,
BPZ), KIREFEEET 7 MRS PCOS K LER R IEAT, HIX PGB B AR Lot rh i
5#[17]. Joanna S5 & 199 5] PCOS Z A1 158 X} M2 1% (¥ fL7E BPA. BPS #l BPF k&%, KI5
XTHEALAHLE, PCOS L VEIMLiE BPS WK B 3% T, ELIMLIE BPA Al BPF ¥k & 500 HE £ 110 2 35 72 5 (18]
MAEWREWY, BPA fEL 5 MW K %2 /K (estrogen receptor, ER). £} & 5% K (androgen receptor, AR). G
& ABELSZ /K 30 (G-protein-coupled receptors 30, GPR30)%5 % Fh 2 Ak M 25 & . BPA 1] L5 $5 58 4% 2 4k
U1 ER. AR 4ty EIRRTILEARIE, AT Al 32 44 ER. GPR30 /3, i P A FR 2L R 414
G RAS G FHERAT A F NN BPA BERS I 0N 55 096 IR i DL AR i 2 kR, R A e, BPA
nlfg e Ad 17a-F2 10§ (cytochrome P450, family 17, subfamily A, polypeptide 1, cypl7al)idt & 2 1A i 0
17-F2 2B 7K F(PCOS 19— AN RBEHFAE), M-S EO0 S B 2R . Liu Y S5[19]8E— D@ o 5t
JE55 T BPA (15 pg/L)Ja IR S SILE 21, 42, 63 I DUPh G 5525 ] 1 A= pig ik PR e i PR R ML 0 A 25 RS,
BN, L BPA #5521 R) 5K BPA £ 55(63 K) 70 il T SUME B R0 52 i 7K 1 2 35 38 hnfn B4, 9F H
BPA 25 U0 BRI K B SZFH. BPA 258 21 KM 42 K FEGNHE P FEF 4 DNA FEAL &1, i
63 REZ ST ERFC. AR R)MKEI(63 K)BPA BFE 5, UHEFLAEA = I H3KIme3)
A5 T S B A s P TR T 2R A (steroidogenic acute regulatory protein, StAR). JH [F] /% () 5 24 fi i
(cytochrome P450, family 11, subfamily A, polypeptide 1, cypllal)Fl cypl7al ] mRNA ik FiEAI L.
BPA %% DNA FEALATBES 5 cypl7al FIVENR AL I & 1L B (cytochrome P450, family 19, subfamily A,
polypeptide 1a, cyp19ala) )22 K KL i 5 . XA KB, BPA 755 1 0P 520 2138 Wist A% 27 o il +
YL A I R ) 5 5 2 51T R B RE I 5 B, B B0 8L 20 B2/T EUAE IR R & Bfg, JF
H 3 A BPA 2 5% 7T g LA 58 2 AN [B] B AL A0 28 ] B AE i o

BPA & REAEEER AL, AT e B AERcaR B0 . Ak, BPA AP ] LLISOE B 5 BT R 2 48,
T3 BB R0k, M (et B 5 2R al . BPA IE AT DL I B BRIk AR B 20 i SR 38 iAo g i 25 1)
PR, R R B MUE RS A 2N, LR AR B R AR HT. PCOS oA m WY A /K- 55
AR IR B AT RIS Ui S M R TR RO SOE SR AR AR OC, X R B BPA i K K
YiE I8 I A — P AT B B PCOS KAIMLHI[20]. BTN SUdE I X B 5 BPA (50 pg/kg body weight/day)
WARE 24 JJERIHEYE CD-1 /N, I A 0 G o 2 A0 T 107 HEAR IS 0, i il S8 e e B A
(zona occludens-1 1 occludin) IR IA KV 2R T B, 580l % 434 Al iy 2 2 K& tk4h, BPA
VB E Toll #5244 4 (TLR4)WI A NF-«B BRI, FFHG 0 2 RELE M A7 1= 4, B4 IL-158.
IL-18. TNF-a fl1 IL-6 [21]. #t—PHIZIYISERAIER], BFaT BPA 2N, UHEAEKENRYNE, &%
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FOMEPE SN A FEIE I TEAS I D RE 5 [22]-[24] . BTAEMEME K SRR HE T BPA 355, 2 IR A A
RGP HR B AL, FARMSEINEED, (HASONRMEEINE 2, M7 B0 AR A K R T
T PCOS FELEAAE, XK BPA 5IHEH PCOS AL AR v] e A2 B R o3 A AN S [ B A iz A2 A 2 1
[25]o /NERRLIAZEEE T XUy A 467K H i (bisphenol A diglycidyl ether, BADGE)FIX{} AF (bisphenol
AF, BPAF)2 i SA AN DNA S5, AR AR FEAH MR 7> 2400 R 2, 390 £ 14 5 REAH
H[26],

3.2. PAEs R E 34

PAEs fEfRVEVEAL &4, ot il AT & fhon s . Mk ihlid KAt A r2Amalkrk, N SKIE 3 5 5 7
IR A R B PAEs. PAEs fE NMARIZIWIMAN ER, WA S, TFEAHERSIRE, H52
B R L2 27].

HATHF 7, PAEs IR PCOS KAERNEIEMIER R . Al-Saleh HEAT (19— U 451 % FEATF 52
H, KT 82 4l PCOS Ze i1 359 f1l5%f HE Lot JRB 8 Ff PAEs ARUIZKT, RILKME 4 Fpal ok — F
g — . HE CUIE(di (2-ethylhexyl) phthalate, DEHP)AREI SR ETHE 5 PCOS R AE ARG TH i AH 9K [28].
Zhang %538 i3 F B & 96 1142 FE YN (polycystic ovary, PCO). 96 5] PCOS F1 370 4%} 1 3218 bR i
PAEs fRUf%), RIABZE —H IR B 53 T HE(mono-isobutyl phthalate, MiBP). 42K — B ig B85 HE (monobenzyl
phthalate, MBzP)#1 DEHP & Fl5 PCO i FIGINA K, MR — FHIRH — £ Clis(Mono 2-ethylhexyl
phthalate, MEHP). MBzP 1 DEHP & 15 PCOS i ZF = K[29]. sh#)siieiE B, DEHP % #& [ R
PERBRINSEA T8 R WD JRIRUMIEAAR 2R, 3N oR 5520 21 Pt AN ZE 1 BRI LA S 4T A ) R AR 2R,
H U MG R KT, T AU KT RIS R 5 R AHEPT, AR N 43 R G I 5 B0 S 2H 2 35 b 1 A
FEPCOS FEMHAZ KA, H PCOS FEFAL ) H B4 UE S 5 DEHP %85 5 & i S8 A Yy e 7k 1Y G V) 0TS
24K (peroxisome proliferator-activated receptor y, PPARy){5 5 il BIIE A 9<[30]

3.3. PFASs

PFASs & —#HZ P N th 248, A Rnlim i BRI K &R = N IR 58 ) Jo3 25 ok 15 422 fil
PFASs. PFASs A[S2mi R &« HFrl GEXT MLy AHE EE . FFAE AN G R G0~ LE AR

LWL R Y, PFASs %5 5 PCOS MR EM <. Heffernan AL Z5Uit4E 30 ] PCOS LA 29 15
SXof HE P D 007 RN O SERRE AR T4 BT 13 ol 4 380 25 R (perfluorinated alkyl acids, PFAAs), 6 31 4= %
B ER 2 (perfluorooctane sulfonate, PFOS). 4= % & (perfluorooctanoic acid, PFOA). 4= CLGefifi iR £
(perfluorohexane sulfonate, PFHxS) 1445 T fR (perfluorononanoic acid, PFNA)-5 14 248 [&] §5 A0 B R IR i =%
PR AR bR G0 R B s FE A 2, I HLIMSE PFOS /K-F-AE PCOS i 19 At H 28 i AN AR £ v 43 ) e
X ML K H 2 R RO B Lot BRI PCOS 73 9 A B Ak I 41 2% (7K “F 5 1ML PFOA. PFHxs Al
PFAAs MK E 2 AHIE[31]. Zhang Y 25T 2005~2019 4E 3] 7E 35 UL T 502 6] PCOS %M K A= i
MiEREA, E& T 9 F PFASs, KILIMLIE PFOS F1 PFHxS WK & 5 PCOS ¥ hn )R 2 1EAMHE, W 5L
R PFOS & 538 PCOS KU () B B K 2[32]. Li S Z3L3H23E 73 4 PCOS HE Al 218 4 % B2k &
I e SR IRFEAS 12 B PFAS AILIE B R B, R IR XS T X HEZH, PCOS 40/ LH A1 T /K
PR E TR, ARATIE A DG T RN 2 Jn R (A I PFOA Al T 9K BE 2 [BAFAE IEAH O, JF kAT 1
AR AT, RKILPFOA JlId T H%Z 5 PCOS BIAIWHLHI[33]. BN AR, PFOA 2 & i id i
SRR 4% /1N B A A SRR S UK S R AR R T2 3R 1 ps3 A1 BAX HIZKSFE, BRI bel-2 25 A K, sk
RESZ BIPNH],  BRAR LIS 22 B K [34]
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3.4. EDCs £ PCOS H{EAARF RS

AR TR E ) PCOS 2 WibrifE . EDCs 55 PP T iR AF (R 57, IXEEZ2 5 il RE U 45 R (1 m] LE
PERISE R RS

4. BE

M2, BRAEWEFCIE B T EDCs (%55 PCOS RASVIMISE, WREMIMANBME T, THINEK
B SRR N EAREOKE . XL AR EDCs 520 PCOS FINLHE Y) 75 Z1F 23— B 5. 481,
PCOS [ARAJFE R MANTE 2 o H AT 8K 2 500t 70 A0 2 BB 1Y), 5322 Wl BRI 1 AT 90 50t 58 EDCs
5 PCOS Z [AISCBAHI RIS R HEWT . SIS, @ RSN M S sE 8 MG KRB 7o ifi 8 EDCs 587
5 PCOS Z MR H G RAA R, NHEAT 5 N5 78 752 AH 5 1 SL IR A 78RN 58 22 BT EVERI 72 LA 56 35 3
7E PCOS W HIVE ML), X Ty sk BEIT EDCs % B (1) 520 & PCOS (R A S B,

B M
IR C AR A R R R
P
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