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Abstract

Polycystic ovary syndrome (PCOS) is the most common disease in women of childbearing age,
which overall prevalence rate is 10%~19.9%. It is a pathema that causes a variety of short-term
and long-term adverse consequences in reproduction, endocrine and metabolism that affects mil-
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lions of women all over the world. Nevertheless, the pathogenesis of PCOS is still unclear. Most
experts believe that PCOS is the result of the interaction of genetic susceptibility genes and envi-
ronmental factors. The treatment strategies and management methods of long-term complications
of PCOS are still limited. This article is a systematic review of the underlying pathogenesis of PCOS
targeting for looking for new targets and new directions of treatment in the future through the ex-
ploration of the pathogenesis.
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1. 51§

Z F YN LR B 1L (polycystic ovary syndrome, PCOS) & F e 21t 55 UL KT P 70 I AR B , LN EL %
PERFCOR . HEORRRAS . SRR T 2B S R LB RE VR 1922 . 2 WKl 2003 4F FE4F
FHE KW bR UE, ARAEHE TR AL SHOASF, PCOS RN 10%~19.9% [1], 7E & W« it
HeOR Az 5 75%, BT ik 85%0A (2], HE PCOS (fiH 4k 2 BB R . AR AL
OV (AR LR o ER) RN (AZ, 5 IESRALRE . 55 P Sy AT O S0 fpfsE) . 4
PRIFFE(U TR 77 AR AR ) DL A SR IR 1 28 RURG pf B 6 U 3G I [3] [4], BB 2R Ak
WIRRER, Rt 0T T E B . N AR SR EL R

2. ZRIPEGZESIERBEVFIR

H 1990 43 [E [F 37 PA R 5Tk £ /i) 2 IV ERLEEAE WK, ABEERS], ZZr AT a1
P EL D RERR A PR AMAAE LSS AR 2 bR e SCRYE IR, 2003 AEEEREFHL R 245 Hi 451, PCOS
TR R —AEEEAE, FIEA B — 2 Whrik i SUEPRIZII5]. (RSt [ PCOS e SURM M B M, i
PERR BRI SRR AR, I ELOP SR 4 B 3L B G SR L, PCOS A5k R4 B 7t E & e
T 5 RMERREE I ER . ORSEIMAR E TR B AR AR O A e ik DR AT R O BR r [6], SRT, SR
EAEIT 21 20 4 BLAESRARENA 1 B A B2 AN TS 1 KR, (2 R AE AL AN BB 7]
2.1. ZEIPEEFEEE H-P-O $iThEEFIL SHDPFERS

% LU0 LR AR 8 SCRIE RV AN T e, L B AR B 2 Bl 2 — A0 O R el — Z 44 - O S50
(hypothalamic-pituitary-ovarianaxis, HPOA) #1543 53 &5 i 21 A CE OF S D REfsf, HPO Hhifl 5 H 248
HAL ORSE A HEORAIAE T, IR RO R ORI R M R AT R B R 0 I AR 1 4 P
ZMESHPRHEGER. /£ T B - FEAAKFE, PCOS & R I H 2 VIR &= Bl &
(Gonadotropin-releasing hormone, GnRH) 73 WA T, 346 {2 2 44 2F i 3R (Iuteinizing hormone, LH) 733 fik i
B UL SAEFR K30, R A 1 DRl 2 (follicle-stimulating hormone, FSH) fIA XS Bk = [8], Hit#h
P # (Anti-Mullerian hormone, AMH)¥ = /KA BHNET 1 FSH BI7E A, 5 850m MR A I3 i — 2P 1 i
GRORVEEEAE9], HFELAIONER - TR - R SR TR R R 0 i R
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S AN TR B 2 B OP ELLZE-AAE(PCOS) 2 M TG HE U1 R RFAE A2 75 5 HA I s R L BA R H B 1 AR A5
LH. FSH. JREZREFAEKRE T 1 (IGFL). AMH. a5 o SR 1) B AR BLAE 2 20480, S8
AHESE AU HEIR) S OEHEGE . XA T FSH 20 AS £ AI(Ek) FSH 1 FH 52 21 O 58 9 175 -1 = 4] 1)
ZEIR[10]. AAMIRAR GH ST AIBRFRAEK R FERT AR - EREH, #2m#E PCOS
IRV A [11].

FSH. LH S A2 R R A 57 T e 2 BN SLLR G AiE R S g e B3 FSH UM 2 1 7 Ji
[RI[12], HARHF 7L CARIE T 5963 FSH 7K AH OG0 25 R AR S5t DL R A& P xS 5 FSH RIS 7 % K 25 (1)
B, SR — AR Rl Re A 2 ROP LR GAE T S P R A IR . B2 HPO iR E AL F B R H 1
AR PRI E S s S HE P B AS P AE — AN B FRAE S 1 1A 3 W T e P i 3

22. ZRMREAMS SHEHRME

T HEBOR ME M A AR PCOS A BRI E AR S A E R B EE RN 2 — . SRR F 2
ok H G SELANE AR . AR WISk BRSNS SR & PCOS B ) T KR 2 —[13]. mHEER e
() 2 VEAE 75 7 1 Bt W 5 1) B A 2 P 2R 0 WA i v e 2 i B T3 T, B I S5 U P IR 3 R B S i T
At PCOS [EZHE, F/fE ez fudiXfE. FHR LH KTE U g i PISK/IAKT {555t
FEBCE ] S B RS B [14], (2R AR IR AR K I S B SRR AN G I AR K o s R IR A [15], TR e
B ST FH BURLA0 M D e T R URE oA S, Sem DR R B 2 S BN AII[16], 2B FH I T,
BEs J3—J7 T LH X GF 6 RS 200 A 1 a8 oR) st — 24 g & 2 0T B Ve I 4k Py SRR PE IR AR R BT, BB
F) 424 P T % 25 52 AR [ 17 BT i35 JR &% 2% T v U ) U 1k 3 45 6 BRER 1 (SHBG) I =48, AT AN 1 Ui
B9S2 WK = [18], B FT R IE o AR R T R R A L MAPK F(p)-ERKL/2 B R, #E T
5 M FTURL 2 T -5 S5O V6L PR A S HE B A [19] 0 53 A BT 9 R I R A ) K RASE Y, AT e 1 1
SR A B T DO A y (PPARY) I PTEN/p-AKt 25 550K 40t [y 261k, M T 5028 S5k 4 i
(%) 164 5 5 ) B Y0 B A 20] o PR ToAE SRV I AR KR B ke R, i FEOE I ToE i TR S
SRVURE 20 fif A2 32 381 G B Ffa 52 0 OF BRI K B o MEBCERIEIS PIBK/IAKT/FOXO3a I B4 (2 1f J5 46 BN I RT3
T, A S P REGE AR KGR 7 O (GDFO) ik, AT BHL T4 25 U YL 1) IR SRV R, X T
BB 4 I ON RN T AR AR 3R 2 —[21] A B AAROE LKA D RERRAS 2 5 2 BN BLLE S R AR
&, MESES SRS S A bR B TS SRR A T s AR 1 (Drpl) & — RS 5 2Rk gy
YN GTPase, HERZ (dihydrotestosterone, DHT) ] iE i FWE 40 D _L i H We AN 15200 PCOS A il
KLARINRE[22]. 534k, BEBER I B SR E 7 C/IEBP RIS LRI T2 44k 5 SR IT S H A R M
(UPR)ZE K7 PCOS (1) UKL 21 i Hh 2, 5 B0 J52 9 R JSORT 240 B R T2 [ 23] e 2, i REI R ITUAE N = | PCOS
AEFE R,

23. ZRMRFAMSHRBRTM

Z PRGN ELE AL H AT AWK — R E B EEAT, FTRE N 2 BRI A R KR . AR
PCOS 1A B2 1 ig 15 Z K05 i & I 52 08, P& 02 2 AU B8 R (type 2 diabetes mellitus, T2DM)
RN R, WHTRE PCOS i 50%< K NRMLEE1E[24], Fsk b, ZRIPLLIEMEEELE 2
TRUHE PR3 1 XU A [R5 FR A L PR 5~7 £5[25]. (EAHERIRZ, RS RIRPUM & s R E W AAET
KZHE R PCOS Zotkrp, o 8 22 BUBPEBRAR T A5 I 2R IR IDE 3R /K P il ik AMPK 76 A\ A B8 L R 4%
TR, Uhah, S5 7a B R i SUR (PDH) 1 5 7T At 5 854 B QUM B, AT 5 S50 & 231K
Pi[26]. EARME RS, 58 R HCHURIBON 5 AR 0= 2R [27], SR M i R i i LRI 2 A4 1
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UM BRI MR A . AN, HERGRR 2 OV RS AL B AP, R RIS, MR R
REAE D RBEIIAENLE], SR AR, 1B 3K 0 e IR AN B 1 i/ n] e T UK AP LR
PR TR I AL TS R AR S P R 1 1 o 3R B o DAL, A R TT i  EEIE d  R  EK P AR 3 2 PCOS
L R B FR A , (E B E AL A 1 AN 28 IR 55 R B 3R AR A P PR R O AR 5 3t — D AR 3R [ 28]

24. ZRIVRZAMESRIERIE

Kelly 5 2001 4 5 ¥ Hh 2 JE 0P SLERAAE B3 1 SERR S ¢ [N 2 1 (CRP)MR FE B & i T A 2 44
JMEB K IEH PN, A3 PCOS M AEEMR S AN P 5 RE HX 3z BA A 7= A 52 M [29] . — T
W7 PCOS H IS 4 M K 7 A AR A ZR(1L)-6 2 /KT, 5 18 5 R AIRATT B o Y8 3% I A7 o L A
WA, IR RIPUS RAE R A ERAE F 427 [30], I H520 PCOS I RRFIE . 55 — IR 75t
TIESE T SRUET i 7 400 B 174 2 i 40 R 7 PR SR B R 7 o (TNF-o) B[R] 1L-6 3885 45 55 J0 1 RS2 A5 5 oK i
RS FEIDT, HeHh, TNF-o F1IL-6 CHIE I 5 0 5 2 — R oh 4 i o5 710 i, 37 BT PCOS
PO 5 31 [32]. Wil i BE RS S PCOS (I LI AT S i JLAE A S B I 3 i, BT R R 2
H PCOS W2k, it P = A2 MR 22 W5 00 25 22 QR PR B A 1 0, 2 51 S 20E R 5 ZHCPU R AE R [33] [34]
[35]. A il BonIUAT I TE PCOS [ 1 iz 18 Sl AE W ite b (B35 T, RS B AT PCOS L MEMIF-THZED)
BB /N R IR IR IR N B AP HVTRRACI U . (gAY 222 AR b IR, X
— K PCOS BN A 3522 /KPR — 20, SISO I TE AR RE . IR R AU 3 e
YA 3=-22 KPR REA AT PCOS 697[36]. PCOS il i 2E M BE I R R R ILAE Z BEME IR D, — L8 54
WAL S AN P R 2R E B R A, (HR AR R, R ANS R FA—E, i HIEAE R
& A PIREAE AN ] PCOS R A 2 i AR ), BRI v 5 B — D O TR R

25 ZRIVREAMRE SRR

ZRINRLEEAE R —Fhm B . 2R SRR E RN . FOg L JL A E SR B K% A & A
AHIF], AEERA L [F AL R R [37] . BT H R AR, B —J5 (R BlORH DG JE DRI FE B A S v 1o oA L AR
T8 o KRR IR 51 0 BRI 7 A1 4 J5E DX 4 SR B HTF 8 (GWAS) LA B Tk BT BE IR 2R o J I S S Bkl
SRR G 2 IR R R A AL, GG SR MEIRBER o0, OB E , 5 25 7 WAAE G FSHB (2
BRYEEER b WIEIEH), FSHR (e Uil R 22 A LK), LHCGR (i 2 (LH) 32 AL [K]), THADA (FUIR
iR 5 (15 [K), ERBB4 (Erb-B2 SZ RS IR I 4 5£[K, HFR°A HER4), GATA4, NEIL2, FDFT1, DENND1A
(B8 LA FE IR 15 5 A0 Ra &5 F 3 % 57 634 , RABSB, SUOX, HMGA2, INSR (i % & 32 /R £ [K) [38] [39].
HR XTI 7 5 2 FE GRS LEAAE B TR 7 7 Bk R AR A WIRIFT 4R, 124 b4 5L PR A DG BRI 7 48 58 i AH
AL T 5 AR R LA E] 10%, J3SRTEMIEZ[7]. 200 858 AAE IR 20 7 L R 3R IA
PRV, XS AN B DNA [P SUE 5, 12 f 25 RAEARE LT, a4 iR WisHE
HgFE O E S0 LIRS IR A 0%, W2 5milA RS S 5I0aE, 2 2985 JRH . PCOS.
RGTLEAIE RERE[40] [41]. HEIRIE, BaJLIE WIS RS ER il 2 S BUS B Zh Pt A= i 4 i S
PCOS HHMHSEIR, PCOS FMbifL 2 5o 11w = 241 [42] [43].

2.6. ZRIPRGEAASENHTE

Z PN HLLEAAE(PCOS) S5 AE B REAF 1 — AN L FIRFIE R N Wb T RE 3L, 3 E0P HEIS [ B3 o
AR QRN (B PSRRI o BCHE TAR . ZARCEEAS R ARTE IR BT 80 B T A R AL R TS5 (8 1k BRI 3R R v
SN B 53 WA R AR AT SR [44], BIF SRR, R 20 WA s ) AN R U 20 AR e 2R 0 7 A A T ) S, B BRL4%:
471 JE £H 2 i DR 3R 0 119 T T A T A 92 7 A D PRI 2R AT P &8 SRt o S T, 3k xR B AE A B I
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[A] 2 25 BF 1] P 5 Ml o] R 2 0 2 e J8 2 0 2 5% S 1 W 26 0 PSRN O e I 3 4% DB RS 23 1) L T 5, 3 T
I ARG AR ORI N 2 A, RS2 1] PCOS IX 28 i i R BE A 5 I K B 7 . BURL4H i (GCs)
JHT-HG N2 PCOS &35 HE N U Be Bt Al UV P B F B L A B I B 25 A, A B BMALL,CLOCK .,
PER1 Al PER2 £ 2 Fh 4 M3 Y i) T i R HE B E FH[45] . B 78 C 0B 0T A 2R L 2 38 I e PR An A K
TR AR R [46], ARBTSR G AR AT S0 o 5 AR B Th RE T P . AR B ) 300 38 LA PE IR R 2 WA Rk 55 A
25 8 B PP A S e e A7 E 2 B SEE AAE I L, X2 A R B R T R EL AT RE & PCOS
PI— N EHEEMBOREFE R H AP TORIE R 2 ROV R LSRR &, BRCTER RS & g
T 5 S T 7P 0 i 5 R UM BRI SR [47], R HER R /K P2 PCOS B SGEFIWIAARRAIE , JR & Z AP )
— P WARAL . (R 2 BEOP SR O AE P 2R B R I TR R L . N E O RO A B R T AR S R
HEPL, 050 T R o] B A2 PR B IR YT SR R PR A T 1

3. BEERE

2RIV RLE AR — MR R NI R A AR 45 R o AR R BRI R 2 A A,
MERCR MURE % & BN B 3 R s AR DR B R AR R B i, 1T e R PR NE A2 32 22 1107
JERIER, T B TE B ST 2 Ul S BRI STt PCOS LI Fed thh 1 BT NI APk . 2 Fig
RIZ S5 M= — AN IFRLRIEY 1 PCOS 2 IR AR FIAN TR Bk HIRFE, A DUMARAS b 25 e
B T I RORE B K67 . BOR —Se 2 bt T IR A 2 L R ORI 7 155 T TS It 4%
I R L FH 2245, BRI, A IR A3 7 A AT 1k 5 R SR IR B e, AL 22 BE U0 SLER S AL (1 P B8R T 350K
XK A BRI Al 1 BE— 2D W SR AR 3 T AR 5 SR IR HE KT s AR AR S AW
BIF L% J 3 T AR ST B 2 A Xk 2 B B AR PR A R R T SR O RRARE,  R AE BRI O
FEAEHE O 7 G P s R 1S A8 /N T 258, RERR LR R T I B  ARRAEIRRIAST PCOS i
B I N RE I E AR B 22 5, T AT ARSI A, o3 PCOS [ (I IR AhE . i LA
WX PCOS IR HLHIMIERAWE T, AR TRR S K IR & T BOR S 2 O HER G AL 10 A A IR
LRSI I FAE IR
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