MIXEZFR(EFR)
J Sichuan Univ ( Med Sci)

2024, 55 (4) : 1049 — 1054
doi: 10.12182/20240760208

ZEMNEGSULRIFTRHE
BEEL AN G OB. MR #EFY

LT B2 B LB EE B /N L AR IR [ LB R 5 BRI PR EE-E BT Pl (BN 310052);
2. WHTIRAEBE A BEA L TA 4B (BN 310058);
3. WAz A E i m JLZE B e [ 5 ) LB A e 5 il PRI A0 5E bty (BTN 310052)5
4. WHT KA BE2ABE b I LR B N R [ 2 LR (R R S BRI PR = 2B 58 Pty (B 310052)

[HEE] LEUIHELESAE (polycystic ovary syndrome, PCOS) &5 # UWLAYIARI N 43I SR 2 — . PCOSHHRBRA: B ok
ARRZE I TEITT AT Uy, o B A A R RS i) Lo VRS RO SRR . PCOS A A pIL R 1 AN Wl , 9 R4 il A
TIRE. B ELANNEINRE . MM KT | B8 RARPUX LESCHERR T . ALHR MR B3 5 BN R E RO, PN i)
e RAEFR R | I B MRS | 3R R R 7 0SS5 PCOS YR ML HE R, LU TR A T 250 Rl RI2 R $2
PR

(@Al SRISGAM WA B W R R S
Research Progress in the Pathogenesis of Polycystic Ovary Syndrome  GAO Huihui', QIAN Beiran’, NI Yan®, SUN
Liying', FU Junfen*”. 1. National Clinical Research Center for Child Health, Department of Pediatric and Adolescent
Gynecology, Children's Hospital, Zhejiang University School of Medicine, Hangzhou 310052, China; 2. School of Public
Health, Zhejiang University School of Medicine, Hangzhou 310058, China; 3. National Clinical Research Center for Child
Health, Children's Hospital, Zhejiang University School of Medicine, Hangzhou 310052, China; 4. National Clinical
Research Center for Child Health, Department of Endocrinology, Children's Hospital, Zhejiang University School of
Medicine, Hangzhou 310052, China
A Corresponding author, E-mail: fjf68@zju.edu.cn

[ Abstract] Polycystic ovary syndrome (PCOS) is one of the most common gynecological endocrine disorders.
Most pathophysiological changes of PCOS begin in the peripubertal phase, and these pathophysiological changes will
continuously affect women's health in the later stages of their lives. The pathogenic mechanisms of PCOS remain unclear,
involving key aspects such as the regulation of hypothalamic-pituitary function, ovarian cellular functions, androgen
levels, and insulin resistance. Herein, we summarized the latest findings on the pathogenesis of PCOS from the
perspectives of the genetic background, intrauterine development, neuroendocrine function, inflammatory factors, gut

microbiome, and environmental factors. This review will help provide new ideas for a deeper understanding of the

disease, as well as its clinical diagnosis and treatment.
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Z B Y B 45 A& 1F (polycystic ovarian syndrome,
PCOS) S d5 s W IR 3 BRI Z —, 8% ~ 13% 1Y %L
PERI5.6% ~ 11.04% A0 B a2 2, RELEFH L
PEPCOSHEIR N 8.6%, T AW M1 B %4 10.26%"
HSECER I PCOSIEH LT FUWIME A & 5% £
FUERELES, X AW PCOSIBE # A RE ML
R, BRSSPI RE T I A 8 . FEr BN AE L A2 H
SR 45 ) R, [T e R SO RS . PR T . ™ K
7 A A RO R RN FRE KBSt 23 19 i o PR T fi
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20234F 1 IR PCOSIE B 48 1 7E 20184 [5] B 45 1 1Y) &
Bily 1 30647 BB, 12 W R R A DGR S AR LA R IS
5 OHE G 2 B B A5 Q) IR /4= £k e B i 22 i e ; B
FEARIR O B 2 RREAR . 72023 /04 H R T PR A
¥ % (anti-Miillerian hormone, AMH) 7] LIfCE#5; n
IR [5] B5F A7 AE T 28 AN 0 D00 R0 v e 0 2% I, ) G R S
AMH, 16 /AR, T 5 [ B A7 A g 383 ot i A
HE B 3y Bl R 05, T A 75 R0 AMH R e S P A 2 0 OR 238
R o X H SRELN ) U PETT T 4l Ak D% i
Ja 5 — AR S 7 A U B B, M B T 2 N R AT
LA IE K QPTG 1 ~ 34F: H &8 <21 du> 45 d;
W E 3 B B4 H4 R <21 do> 354, dhi<
84 JE W /4F s @A IR 1AF: AT — A A & > 90 d;
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®> 15% Tc H s L w13 > 345 5 6 H 4% .
3 A0 X I R re SRR I T R s o A
F (MmFGIESM) P, HAETPCOSHIL Wi & 3L B A 03T,
SR PCOSHY A& I AL 15 AN B . A LR R S 45 PCOSHY
SR R E R, AR IR AT iz i A I IR 12
R HEHE

1 =fEEE

PCOS A A RESZ 155 [H 2521, 24% 1 PCOST M 4F
A —YRBPCOSHITE R S, ST D4EM L, &
WIPCOSIEH A M L FHVE R =, Fali A BFEXPCOS
B RBIMIRIEAT IR IO, K PCOSHY e A TE A 5
AR AL, HEDAATER B B RAES AR AR A
LM R 1 2 (luteotropic hormone, LH) FIPE
25 & BRTE M (sex hormone-binding globulin, SHBG ) 7K ¥
B, 455 (body mass index, BMI) | LB AIEE S R
HRPHUR . X PR 7 A S (R A A4S GnRHR
FSH-f, FSHR, LHR, LH-B, YAP-155", YR BEMER
B DI REA A I I Y B FE CYPI 1AL, CYPI7AL,
CYPI9AI1, HSD17B, DENNDIAZE | 2 [E B 2 52 1R K
{55l A LN AU FE AR, SHBG, AMH, ERBB2, ERBB4
AT R — B A Y TR S R BMILL e 7 2 i A
B % R KOV R s, MISHBGAILHACE AR AR . e &
rfie M Re AR AR OCHE A : INSR. SRD5A2., SRD5AI,
FTO, THADA, TOX3, GATA4, RAB5B, HMGA2, THADA
HINSRAY Zp A8 S 30 1 AL S AERY XK, DENNDIA
FTOX31 728 57 5 PCOS L P 1B &5 RALHTAH O, ERBB3,
FTO. PROX1., GIPRFIMC4RJZE B 137 15, ADCY5,
FTO. GIPRFIPPARG/Z2RWEIRIG A sl R LIS
TSI 75 S 2 O P B RS it P A A7 AT 1 v A G
FYPCOSTEIEIL P, 454 FE W Y 2 25 A< 1) PRDM2/KAZN
FE AR AL i 2 A SE I KCNH7/FigN® . LB JER Y %
AR AT LASZ I PCOSIA &3 -

R 1B PR g AR, 3ROUL 35t % 2 ol A2 AT BE 2 B
PCOSK I I EZALH 2 — . PCOSFMLIR L& F 0y
SR A AR B Y6 RS A0 A AN 5 S 41 i DN A R 34 RS il
Y18 T ARG . B IR . B R A A2 . B
¥R I T HRAH L, SR AT PCOSI Lt SE R 41 (i 2%
FICH SEAE", DNA{IK B LAk AT 20 B 5288 o it A i e
& 2 AE HFI GnRH 43 W AH OC JE IR 9 2 3R B =, 184 n
PCOSHY &g U . AT REAILHI A : OFURL 20 Ml LHCGR.,
YAPI, FOXO3% [ (1) H A8/ T B0 b i i 2%
IS T @B S 4R CYPI9A T HE N F LAk i 2>

R AL B A TG Pk, SR SRR 096 1 @S I
"IPPARGCIAKE R FH JEAV G e & R KT ; DHR L2
PPARGHEPK F ARS8 fin 2 34 m AP i iR K it
Ak, AEFFSRNAUH/NRNA (microRNA, miRNA) | K4
3E§EEEBRNA(10ng noncoding RNA, IncRNA) . ¥/
RNA (small nuclear RNA, snRNA )%, fEifi it L Fhig it S
A5h &S EREINIE SUIEEAD NG U R B A E €
i, miRNA21, miRNA-509-3p, miRNA-335-5p, miRNA93,
miRNA-223, miRNA-130b-3p, miRNA-3200] L3 i 4%
GRYTE R . SRR 530 . TR R HCHT . MR S AT
RRMPCOSHY &L K& Y, miRNAL AT S TTDNA
S Bl e IR PR TR ek, [m] i DNA FH Akl AT
T miRNAJH 3719 F Ak, R 7E R WLt 1% 27 K152
PCOSIH K -

2 RXBEZE

PCOSI & & HISINN, Lot L5 e T vk B i
FoMEHPCOSHY KL . 2T s oe 2 B [l 1 ™
Jei 1ok B 2R R T HE R WG LA AR R 25 & S IPCOS
A, FEBeB (B NS R B i B S5 346 A o ol e
PRSI ) B2 U ) Lt JE R R T HERLER, vTRES
LG LA M R 3 A I B = Ak A M S . PCOSHR
B A 1 2 B AT K AU B PCOS, BRAMBIE N &, 1122
TR] ) E DY R R R AL T RESE BRI R PR
REAA PN A AMH 2 5%t R RE R i i JL AR PCOSHY X
o — 5 1, AMHA] DL SEAR PR BRI R s, 1o £ 1
R38R AN [ P AR 93 25 R TR 2% ok v R B 1 SRR 75
—J7 1, AMHIB BN BA RSN IRE, AMH 1T 81572 &
/N AZER R Bl GnRHM 20 F4E 33k, 7T LLE
T GnRHM L ICTG s MLHA Zh . A sh¥ 5056 % B0k
AMHIR PN 5 30 A 9 55 = ki =, 23 B4 INLH K 23304
PR AMBXF T B GnREM 2T 15 3 A9 & F= i
TR K AMHZ: 22 S80I JLPCOSHY rTRESLHI™ . EAh,
PCOS L H Y 5 7K - AMHGA 1] E I ot 310 i i 4895 75 it
BTG S BB RI G LIRS SRR B i e . R R &
BF A P A I R SRR I R IAME T, &5
Wi 2 PEPCOSHY & Az o

WA S8 AR RORUR B 5 AT A g e
FI B AT DG AR MR 2 SR B R PG LA R e 1
WLAG R, |12 F B0 T b A 0 £t e 445 SR 1) 1 1 5
Wi o WEAEATFS K BRAR = 10 i . WA, AR . T S ]
PN KR AT AR R BUR LB AR KR 52 R A IR A
i, AT BRI TCHEDN . RN MR
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JEFEPCOSIER™, 5 /& H S M #AT L, /NG IS LR
AR ST PCOSHY A 38 Ty, 8 R B 5 3R UMk ek
AR ERE IR MR AN H 2SS . T REAL N A Ay
E SO A o 184 R e SO U O O e L )
FNAER LS, B2 T IR i AERE JIREAIC, AT S350 4>
By R AL, KRR JG PCOSHY & i, I HAR kB AF I
PCOSHEH I & HOHENEFERE IR R BA o 7 /R Bl
PR FE NG LR A, & B AR R T it 5 PCOSZ R A7
— i AYIE A A OGP, SRR DGR IR A R A IR LR AR 1A T
TEXTPCOSHY L PR 52 0w, T AT A ph iR LA PR 2 28 S5 11
U L 73 ey AT L) A

3 HERZ B

PCOSHIZ N/ R GLM TR I T Fe i -HE K- 51
SLAHCAT, PRGN ok GnRH b e ) FBr 0 |« e iRk
RO UAYE TN LA K B IS O S MERCR P A B . s
LH AJ 875 5152 D1 0 5 240 i A T 22 A IR, R TR Ry
e MR AT I SO R A MR A . PCOSHYMIZ:
MK 5 5 GnREMZ TR A % .

e T B T 2 0T LA i Kisspeptin/ il 248 IR B/
MERK (kisspeptin/neurokinin B/dynorphin, KNDy) #1£:J0
(RS GnREFK M, THE N Fr i) 28 [E B 2= 04 ) 48
T, R LHA b EAAR UL, 76 7K F-, KNDy 3
4t N ikKisspeptin, #1123 KB (neurokinin B, NKB) Fl5#
ME K Y =F B2 R SZ AR B APl . 840 AH % I KNDy il 22
JTIR A TS FINKBREAS IR ) GnRHAN £ TT A Kisspeptinif
T, T I GnRH/LHK . Fifi J5 KNDy# 2 50 R Y
5 M Pk 7] BE 38 i 7 ) KN Dy A1 G n RH A 28 78 % #11 1l
GnRH/LHfk M. 2 il i KNDy#H 28 JCX R 7 | 2 [ Wi
FARIHE 5 S WU, 7T RELEAN [A] 0 2 SRR 3L 45
7R V1T LHDK bl B2 R R AR L BT FefigiKiss1
mRNA PRI/ A BB 23 SRR R AT A3 ™, eoh, 1
PR HEBR AL PCOS BB AY (1) — I5URHF 5% 2% W I 3R T
DL EAEVE ] TKNDy M 20T, -0 3 22 10 7 B st it 1
KNDy#H £ e U325t 3 3 PCOS RS

T Fe i SIS 1 y- 2055 T B2 (y-aminobutyric acid,
GABA)J&— R 1 il 223 BT, (H B X GnRHAH 28 0k
FI AT, A 35 GnRH A4 A 28 T[] 6 Hh A SE 51
Mo PCOSTHErPUMEE RN I I GABA T B T H & 1E
W HEOR B o, $E 8 GABATLAE T GnRHA 2 AL
# . GnRHMZ TN GABARE 12 SCBC#E A M BE RS R
GnRHFILH Ik 730 %05 227 671 S 452 0 ik . WP 3R
PG S ML AT X 5 RAZ GABARE R4 TT K

W23 2 BPCOSKEFRAY, FLHE = MR AE AN )19 S 19
W, DASCLHBK AR R 38 e, ok T 38 5 BB 58 i A
i GnRHA £ 7040, GABARE I £ 7034 1] BE3E &2 KNDy
LU WM GnRHBE L . 7 A G IRIE R K B, A
PCOSIH LM B T (R — BP0 1 3 Ve, 1%
FhEREE ] i 1 M GABA R GnREM 25T, T 1 4k
FFPCOSHERAUM RATIGIR,

4 RIERZE

S PR LA A ORI VAR BE S AE, B R] RES
PCOSHYRIRA Ko FALNIHUETR AN AL ST AN
FHIY RARARES, S Brh ORI I A8 PRI, 25 53 WA
i, 7 AR R T AR T A e T S R AR O
BRI R R A AE A 7 OB . M VAR RAE L 1
A JE it 248 B 5 g SR AE 5 (tumor necrosis factor,
TNF) ., H41Hi4 & (interleukin, IL) , CR W H (C-
reactive protein, CRP) 45 HAtL S E b i W0 1 1 ¥ il 14
2 ~ I — s LAY S RIS

AR Rl a9 2 [ A S i C Y P17 A 36
Bl e S [T AR FRUAR Sk PR, )38 TR e J5E 1] J 20
H45H, SR AE 0P S5 NOE 2 R, SR R AR . a0
TNEF-af[ Lhifiif A CYP17AIM 33K, F IR CYPI9AI
ik, B OP L B LHAY A R BEL W RORL 40 A £ B
R0 WAL R, X HESCER 0 4 A R
HETMTZ DR, TL-648 A3 2o 38 19 5 £ R Z AR -1,
I R 5 2R A 51 S, e T W A B A, T
e B RARPUHY K A o AR, FE R TS558 A7 - A
BB TR T B B4 BN L0 B R A BB I R B A A
ANTNF-a B A {2 2k B0 4R H AR S 4 R B . NOD
T Z AR IR 45 ¥ A0 ¢ B 1 -3(NOD-like receptor
thermal protein domain associated protein 3, NLRP3) % i
MR 245 T FURE A I P AR LR, At UK 240 Y 4 7
LR R H A

HEH R JEPCOSMEMEARE RAE R N 7. i ZHY
T4 AT LA #% R F -« B (nuclear factor kappa-B, NF-
KB {5 5 1 3, i A 73 A TL- 6 1 A% A i P EE 1 -
1, iR AT, JE TS 0B 8 KRBT MR AT LR
KA e 3 T 2 B S A 4L, O g 28 i P T IL-6
TNF, IL-17HIIL-18%5 5308, 5 & RAE . PR B RESS
PR, 200 L X R ) R, o o 4 R R S
. MEREPCOSLAEMRPITNE-a. IL-6. CRPAEAAEA K
AR, BT AT O NF-«BAF -5 38 B, 72 3 5 R AR,
JNEPCOSIE A Y ARALIRA o NI, JAE N 2R 5 ToHRIN |
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e MEVHCR ILAE | JBR ) ZRART . AR AR S IR R AT G, WA
PCOSI¥yp Bl A= BEALN rp AL R, T2 GRS

5 BpEEE

AR SR A A K BFFEIESE T I iE A 25 {5 PCOS
HZ MR . B0 R BT B2 FPCOSIE & il
A A A AR YA i 22 5, PCOSI A il
PR AE T a2 FEME B REMERRAIR, 5 UL 1) 200 77 o 2% 4 555
PIFF R, 28R AR . AP AR . B FH IR G E . FLAT
PR . RIADURT TR R L 35 A TR / 25 B R I N AR
PR, PCOSHR it T A 55 e 5 RARHT . o i 32 1l
SiEt | MM RS R IEE A AR I R A R A G, i TR RE
W5 FPCOSH IR 1% T B4 FG ARt Ml . IR AR J
HERRBTmRARI . S RE R MR . e W IR RS 0 55
FIREAL] 0T DR 8 P 2 EL 2334 1 5 1 R 4
A, BlR B E LR, INEPCOSHY &4 . QW iB H Rk
b AR AR K, S B0V 3 kT 4 A AR TL- 2298
A, GRS BRI, B R PCOS., Bl il & ff 43-fifk
A B I 7 A % i B i U 2 T LA SRS I RN LA v
o A 0 T A L R 52 Ay, AT R A )
YRR 17 W2 484, 1 I 5 R AT . DI 8 AR L
1) S e B B 1 1 5L VT B3 Ao o A A s R R
i, DRI 5 R AP, 2EmT B PCcoSH kA . OpiEE
TR 11 20 A 2 1 I M 3 206 ot e, 444 o i 28 3 3 1k, g
2 WA S 2 I T A R v ) — e e o TR i
UNIINIETEuNE2 Er it -AE N FEZ ) B U N INagi i Fy
FRR 20945388, 510078 N B A0 . AR 07 AL L i 1
2. 08 A B A THT I TollRE AZ AR - 445 52, X &
T WENF-«BI5 5 30 %G, MM L HETNF-a, IL-6%%
HIZRIR, PG 8 R G, 15 R M R JCE , 52 M 198 15 25 A%
PE HEB K RBNEEE -

o 3 40 O A R AR TR, P E I G AR LB 32
PR AE DG AT 538 1, S5 W T8 P -0 20 3 ik K
T e B R AEAR-1 . AR R B OISR, i g Bk 43
WS H HPCOSH XK. il IKTE B 1 18 Al 28 2 5t 3L
A, T LS 5T Bl GnRHANLH 4330, 500
PCOSIWAESE R G TIfE . W v A 28 A% K- 10T DA SE 3k
WEMZE N B g REA TR RS, fE2 MRt
RABHEVER], BN AT 22 15 HEZS I R] | R Ak, i
FIER AT J 5 AT B TR RRIRE 2 2 . LA, IR R
B, 7= GABA) 7 B BE (0 58 i v] BB S InPCOS L k4
WGABARK, 1EH T F Bl GnRHA 20 1 3244, H]
BULHAY 2>, S EPCOSHIFIZ N/ I ZE L™,

6 INEEZE

AR B AR 7 b T B2 S EEUIN EPCOS
BRI FE S MmN R . AN RAIRE S BRI A ALY
AT N PR NE AN B XAk hL, S BPCOSEAL, H
B R AR KR R R A R B T T R L 5 R 18
A | IR 5 ZRACHTRAE L Z AT N PCOS., 1Y)
R =¥ (advanced glycation end products, AGE) %
FEAE TG FEE 5 b, 2R AGE RT3 RS Ak RN 28 i,
i A SR & B A SR . BT R,
BAMEAGERE 5PCOSHH R AT AR SR BL L
R0 R B A AR S AR S SRR D 2 1) £
A2l A 52 I PCOS (8 # HTNF-a A1 & 11 240 i 45
240 P 0 ) 3R e 3k RO I8, A1 2 G 2R A 5 1 S RE A
JgE B R AP, AR A R EAE T RE S &
PCOSIIERF I, B PR FIE 25 Fe g W) ] B 38 i 02 P
WO A A L fil N Fein- AR L R AL X PCOS
B TE JRe 7= HE SR o S RO A 0 T =ORMR B B AT LA
AR B 1 R AR, M PCOSHE TLHEDN . H 2 A1)
ANRUAAEER

Rtk =z oh, P58 N 53T 44 (endocrine disruptor
chemicals, EDCs) th /& PCOS & i [ EEZLF M [ £ . EDCs
A 5 A B B T LA P AR S 3R KT S A, R
BT, T RO RE T HEIR BT e MR i
JiE, A REPCOS. 7T KE W EH H KR
FZAEDCs A] 7 B PCOSHY &, EDCsids AJ g T3
VAR BE R GEDNA Y 2 035 15 A, AT AT R i 5 £
H-FEOETEPCOSTEIR ML . BETERTSE A BLE A PCOS
V14 i T e 2% P I 975 SOy A7 1 T o o R g A v e
WA Lok, IV AU AZKF- TR 5 ILTE SR KT 5 EAR
S AU At T BB o B IR R AR s A SHBGH &
R T S B0 E L £ . 515k, EDCsilit 251
HLHI S 5 GnREfF S AHSC M3 . B & BWEA . HAR
SN 2 SRR A N 30 TP A AT oS U R SRR A 22 I
KisspeptinAI ik, 25 GnRHAYIE T, H3% 5202 [E fEx}
GnRHMHZITH ™, SR, EDCsHl LA THE T
i1 B 2 LA B R 55 43 AR 4 U8 R SR I IR, e
IS PCOS LR -

VFZFIE K BIPCOS K4 5 WA | HH%5 285 2 [ 47
FEIEAHSG, —TFsT A T PCOSERFE . THEUN IEH# 4tk
I 5 Xt R, & B W AR 5 HE B ) 8 e e 2 1) A
PER MR SR AR B S N . SRR D RERE RS . A
R U L KB E A KRR e 28 T
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Yy, AR . AR . 20T RUIBRLY), AT RS
WM R TR ARAEA BT o R A IO O T ) 28 [ et
R, AR HEPCOS K A . PCOSFIRREE IG5 YL ) 22 6] B 3k 2
WAFEN T SB35 . ARYERIE O BFAT, (IR R
ELH R R TR T A MRl %t R T o I, 5 —AR
TR R A B SR U 200 i Sy 2L AR U035 PR 21 40 1 B AR Ak
T3k HE A A R % A0 Ak 5 B9 5L S5 1 A O

7 Wip SR

TR JEPCOSAE I AR fb K i e b K e TR R 2
—, JEEE A A HTR, PCOS KR R — ELBL KA -
PCOS95 HLAE B BICZE 22 B0 B 15 - A0, L B A 2
AR KRR 2 R M P I 1) B R RRE . PCOSI R Jia bl
il FEP BB LT R BENRE . AR R
P2 NI TIBE . RAEH 2 . IS, DL E
RPN AT AR SRS EE L A
BRI TR RACHUIX SO ER Y, S [m] T EPCOSHY
RHEEE. PG, PCOSHIEIT 43 fudih, 1677 A5l
P I (F 8y S L 22 B RE R ZAE ) 1Y) 9 FH 24
H746%, V67 E PR FILC U499 14 9% FH 29 15 48% LA I,
TRYT L URAH I & AE 1 3% FH 2915 5%, T PCOSHIIRiZ W
AL BARZF HE A 302%™, I, T#PCOSHY
LRI ISR PCOSA T E & X, R4 T & A
BRI, XTREARIE A e & A 56 | IR 2 i TR R SR
K, BAWA A BARL S L

* * *

TS SRR AU SO RIS 1R, E IR SRS
B, BUHEAIPMRTE 5T 3 S A S AE, MRS T B R . T 1E
#H AR R SRR AT, ELXPHE SR R AR HEAT e e i, I
| RO AR A T 6157
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