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Abstract

Polycystic Ovary Syndrome (PCOS) is a widespread reproductive endocrine disorder that often
leads to decreased fertility and metabolic health issues in women. Chronic inflammatory responses
have been proven to be involved in the occurrence and development of PCOS, with abnormal expres-
sion of inflammatory factors within the body of PCOS patients being closely related to insulin re-
sistance, hyperandrogenism, obesity, and more. In recent years, adipokines, as emerging biomarkers
and therapeutic targets, have played a significant role in the development and pathophysiological
mechanisms of PCOS. They exhibit significant correlations with the clinical manifestations and met-
abolic status of PCOS patients, suggesting their potential application value in disease diagnosis and
prognostic evaluation, and possibly offering new perspectives for clinical intervention. In summary,
this article aims to review the latest research progress on inflammation-related adipokines in the
pathophysiology, clinical manifestations, and metabolic disorders of PCOS.
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1. 3]

2 B O B 22 A 1F (polycystic ovary syndrome, PCOS)YE Ay —F i WL B AE S P 4 ARSI E R 2 —, RO
REZRFHKLES . K EUR KA EOCHRIE . fEcaR i SR B G R I OF 552 BERE R R
1k, HEAAEE RS RIPUMALRE. BRT PCOS BIAImMLEI AR, 7T Re5E S &Pt VAR 2O0E
AN, AR R, WIE R, BB, RRAThRE RS 6. T Le skt 70 th R B
HEATREBEASAE PCOS KA K JE vt BRI [1]. AN SC R BLLRIR T WL AREAH G IR iR+ 5 PCOS 1y
FHOME S AT B ) — LB ENLH, DA R R A SR FE A R S F $R A1 2%

2. PCOS 51814 KB 28 9E

B PEACIE JRE & — FPAERF M) . TOREIR . FREEM). & FMEMBRMAIERE, XFRATIER A .
RN P IEN BKCE LT 2~4 £, TEA M RIRE SV SOE 1R 4 Bk, K288 HREA
B ORI, AT DU I AL 2R S 5 B 5] K — LB AR T . 2001 4F Kelly S5 [1] 75 R4 H
PCOS &R NAFAE MR AR AR, $oRH W RES 5 T PCOS K AEMKRE . — R FIES, S
FREXTIEZHARLL, PCOS M3 My H4ifi(WBC). C RN FI(CRP). B&#5 & E(PCT). HMN%-18 (IL-15).
FA -6 (IL-6). A K-18 (IL-18) KZHE T A T-kB (NF-KB)« ISR ALK T--o (TGF-or) Al K% 41 s AL (K]
F--1 (MCP-1) 55 2 E A0 B R 3G N [2]-[4]0 ITLesFoR, oI RUATAE H SR IR 2L S S AR 64, b ki 2
P E 2505 R L T B LA (NLR) AT A= B v PR 40 B 5 7K EX 4 B LEAEL (NILR) «  Ifi /N 14005 78k B 41
THELAE (PLR) . R 58 9% AAEFEHL(SI) AR NI PR AE F BLVEAl PCOS A& A RS IRAS[5]. PCOS & ik
PN IR S IR 3R KT I T 1 5 1R 5 R AERPT(IR) « R MBS E o AR A5 A Qg B i M s 2 [ A7 (E 5 25 1)
PR, MILEENNESYST PCOS kL, HS5IAMFRMEAEHINE PCOS #ith. WHAERW, RIE

][l
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PrEVIESERF O DI Re b e s B OCE EMER, e R FF 550 2 K 7-PAT 4T ik i < S 2000 S o) re i
f2[6]

3. lREREAR. RIETFSRESRMRE

BEE 7 T A FRARRRE, TRITALRAHEN RIS MBI RREA MR, B 1PMEAm
FER B TERYE. REBhES S 2 Fh AR WS TR IO IR 9 0 I R S e 38 B o RN e /il iR ot AR
WrEYEZ M, BRI 600 ZRIRIT AL T, S 5REHUAREIRAN . SGEERRIRDT. 4E5F
eSS RIS, REM RN, NEPINT5RIEZ BFEFEYIN R FERET, RIH-FE
TR IR Bl O I F0 0% Z G0 DA S IR IR A N 2 A H 23 38 B R FEAE T, LA Ak T R JRE |
R ZELRE T, NEDHSUARTRRG R, NEMT Az, ASvE. B8, Melie 72 W FIThRe i, i Py i
WS A, IR PEACEE AE, Sema BRI, AR AU 2L B B FARPUAN SR SOBE,
PCOS 55 1 % -

AR AR 5 DR 772 2 R BT VR, 30 R 2 M D DX A4 2 e D IR 5 25 . H RTS8 2 1)
U AW IR 7 32 EALHE IR B 2 (adiponectin) . ¥ i 2 (omentin) . 43 #A %) 35 il AH < 85 19 (SFRP), 42 28 JiE i i
IRl -¥ 60,3598 2 (Leptin) « #E4T K (resistin). 4 g 2% (visfatin) . #1L % (chemerin). 5 2% (asprosin) & Apelin %%
(81 [9]-

4. BRRFEF 59 2R PCOS HI{ER
4.1. (RERBEIEAF

4.1.1. #EHE(Leptin)

2 (Leptin) & — iy B GBI U IR SRR, AL T NSRS 7 S taik b, 431 & 16 kDa,
M 167 NERIERRAL, MW NILG 58 3= 245 &, i/ JAK-STAT. PI3K. MAPKs. AMPK. mTOR
SRR, RERR, PEARARU . RORESRL. s N BRI R 4 Hh A ad R b R HE M I [10].

ITAESR, Leptin £ PCOS P4 43 R 35 L A =8 2 & i A3 BN AT . Zhao S5 [11UESE T HAEAE
JHERTIE S N B PCOS & AHEL, AERE PCOS B IMLiE Leptin /KFRIA B, 7EMR R F M/ REELGN
HLUURi 4R e b Leptin Rk AP RAT Mg, 2 B, 3% Leptin 5 PCOS R &L, Op 1) GEfsnS
e g0 S B A R . BRI EAE TR Y, BEERRE DOUE IR Leptin sKF-4 Bl 5 B[] (1 HEAS 1
BN, MBS Leptin SZ44R I BUBME FE 1IN Leptin #8451, Leptin fBUgk M B AT ] B80S AMPK i 24 FR il
Hih =FREfemi 0248, RERE. WIPAABEAR AL B, ] BB PISK {5 54 S MR TR, &S
# IR, Jahromi Z5[12]H457R T PCOS A2 2 M 1L Leptin 5k & 2 HHTIEE(HOMA-IR) £ IEAH G . &
K Leptin A5 1 OF SR 0 W7 0 K HEUREAS . Leptin 8t 5HAZ AL AR 17a- LB RIX,
1) RSORSE 200 A A — R 5 Ak, R BRI 1n MEBCR A 32 B, Inonr HPO Bl LRI E . S B0
A AR (LH) . ORERSER (FSH) . SR (T) 0 it R4y, MM 51 EEHEINRRRS . Ak, Leptin /=R iA R i
TNF-a. 1L-6 Fl IL-12 5 58 fE K F3R1A7E PCOS Sl il 17 vh A FE EEAEF[13]. G5 [141F AL L, &
FHARBZEAAE R PCOS (PCOS-MS) i # 3 R AL BRI AN i 2 DNA JH 3T H L FE A ER PCOS ZH B[4
ik, BT DNA JEZ)1 X35 EAL 0 mRNA s i fEH, ik PCOS-MS &35 FEAL AL s (192D v]
A5 LIS A ORI B K R A K. X R REAR AL AE PCOS IR Wi PR ¥~ IRvE FEAE A
4.1.2. #EHFK(Resistin)

HEPUF (resistin) & —Fh B & &R R 1 2 IR, (ER T B LA, 20 MR iR o 4 e, 4
JREBFEGE TS, 2R, HY IR A, #uir 40 resistin. /NS, resistin B A 7 40 i B #27=
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A, MRS, CETEE BRI BRI R Rk, RIS BRI A

KEWFFFR, PCOS HF# M resistin ik W& . LML) 7RI, HAL resistin A
AR EE T T HE DS B PR T BRI B 2K, R A, PR B R . AT, resistin
5 IR My s Ar R VI R o IR R TE R, resistin B A SRZIMIIE RN, 182 Fh 9 M vh ke 1) 8 211
FEVER, 1fi TNF-a. IL-6. IL-1 LLJz CRP Z5:tH ] i resistin 235, FH M AIE SR 5 RN 3K RE )
BN JEREIRES T RSB RAES IR BUIMOE, MRITHR RAER AN IR KAERMIE, 2T R 1%
A S SORE D 7 BRI A T R 3R A5 S IE A IR[16]. PCOS i MiLiF resistin 7K 115 iy 2R W] REAF
TEBEZ . Steppan ZE[17)1WF 5 hFa . JEUT4HM resistin mRNA /K-F3 5, RIS T 8 5. Munir 25[18]t
B 45 44 PCOS 1 74 2 1EH B & Ao B35 resistin ZKF, &I PCOS 35 I ML resistin 7K-F
5 BMI K T M5, HEARNLENLFE— D5,

4.1.3. ABEFR(Visfatin)

P I 2 (visfatin 2 7E A IR D AL 23 b ke S vk s I8 1 — AN R 7, BRI ER A4S 51T B 4R s b
SRR T-(PBEF)—3L, BEATHERT B 400 /ksh, WFR PBEF; [F)IN it B A HHE Fchls B A% i i 7% i (Nampt) i
4, WHK Nampt. visfatin/PBEF/Nampt [1) 2 Ffir 44 42 visfatin /54— M 2 Ihag & A B AL, Hmid s
FH 491 NEAFER R IEL N, AN TR E N 52 kDa, B A KBS EFE/ER . Nampt G F S 2R %
PEPRFRIB 55 2 P [F] (1 A S PE[19]

Z O EoR, PCOS Bk visfatin /K-F7t . [E P — U5 B B 7ok, PCOS Bk =
JEIkE. TIE SR HOMA-IR Fl visfatin /KT8 m, HIGREMS S PCOS B3 KIIMLiE visfatin 7K1
S R 5 HOMA-IR 2 1EAM3[20]. 2821 th# R, PCOS &% [iE HOMA-IR. E& LL(WHR).
LH/FSH L ifii# visfatin 2 IEAHSE, #&7% visfatin 7JREZ 5 | PCOS BIANG, HAEMNIEIT IR BFIHHE
Mo [ BESE T visfatin (92866 5 RiEME, B A A IS R 2k FARE R RS AL, BoS RS R NG
SETIEE, RIEMEPEMER . Kowalska ZE[22]8F 7 T FAI visfatin 7K Hl iy HEEER MUEARIC (T I B 1
BEREONI KRR, SREREEWRIGH, FEAZAEREERME R, visfatin 5 EERER MUFE AR 0P 2 A AH
bk, FLIR AR S AN T 10 i R U M AN AR A4 R R . 2B, 7EIRAE R AMA visfatin AT
DA G 2R T A0 FAL. tb4b, visfatin i B A5 RIERFRIEER, HEEFEMRBME, ¥
L B 240 AR ARG S a SR 38 IE T i 22 B AN _E 3R 2 26 4 M PR 1 JE [RI 55 3% 4 h J5 R B 3% 0 visfatin 5 1)
wik, DATERSCEIEIEIA[23], SBURM K ERIE

4.1.4. #{L3E(Chemerin)

a1k 2% (chemerin)7E 2007 45 & UCHIAIE B — i b s 2016 D7 40 Mo 4 g BRI IR 7, H TIG2 £ [M 4
5, 438~ 16 KDa, H il C &1 1) chemerin 524464 3 ¥, 737l 2K 1 FE3Z2 & 1 (CMKLR1 B¢ ChemR23).
C-C 7 #1521k 2 (CCRL2) M1 G FR AR Z 4k 1 (GPR1). Hr, CMKLR1 fistibiEH, 75
Joi A RN R S R AE S A S R EEAEA ;. GPRL 78 M ah 7, = 5miskmfLis; 1 CCRL2 KIEH
P 2 RN % iE[24] [25]

W F 7R, chemerin BT LB 455 50 & 3R b IR i 2% 8 47 fr , 33 10 5 BBURE IR A0 g8 15 22 =i [ 26]
T RAE AR, 5 B 5 R T 3 O AN B A Ok 40 i chemerin =36 0A, chemerin R @ 52
Wi Jfe &% 2R SZ AR IR A 1 (IRSL) 22 Z BRI FR AL R a2 1S B (AKY)BERRAL JL Hii Z W A%z B2 1 4 (GLUTA) iR
g, MIAHUAREEIERIAE /1, BAINE IR, K chemerin A1 IR A B HE, JL[FES PCOS Mk
o R JE o TR T AR SIRNA)A 51 CMKLRL R T X 26 chemerin % S HI1ER, Xt R I
B chemerin i Jik & 215 S B BB R2 M [27] . mikERER S chemerin L HAHFZ Y. chemerin 2 CMKLR1

DOI: 10.12677/md.2025.152022 164 L2212 W


https://doi.org/10.12677/md.2025.152022

2

£ PCOS B#H AN K — A S W(DHT) ALK B A BN pRIA B, H 9P+ chemerin 5 T #1 LH 7K
SFERIEASS, I R chemerin P RE 2 (21 m BEER MR TR A,  JFI8 I 7T FAZ A - E VR0 L%
Ty fe e AR KA [28]-[31] -

4.1.5. BAEZE(Asprosin)

1 i 2 (asprosin) EAAR PN |32 04T, s —Fh £ ZE il (1 R A RIA I B BRI K 7, & 140 MR
12, HEA4EE A 15 C unil VIR pe[32]. HAMDRaHE: O @il G EAMRTR - &M
A (CAMP-PKA) I % ) 35 140 i 3 267 B CPRE I, TR1E T v IR & 3R K~ o HLARAE DUVHIRIRAS R T DLyl 1 T
=, Ko afex= I EREitE. AT, mrse gy NS IR 2k mer g6, EEERT
JFFEMA, 4o i, AL TR T RS S AR W R S 2 & BT SR DL R Ak P LAt 2 230 R R 45
SRk B AR IS 0 8CR . @ MR Pix AR M e AR, e o i e B gt NJeE v, R — RS Al
KA T, AT = i [33]-[35]

ALAN Z5[36]7E— T 78 151 JiF i 2 BUR M vy ) 4 R 2o AN 78 491 Ji i R U ME 2 451 1Y) PCOS &
PR T A 7 R I, PCOS 3 LI asprosin ¥ BE & T B P, H. asprosin W JE#m, & PCOS (1)
RS . JOERAS SIERE. IR, MR MIES PCOS MICRILE B, ShnE PCOS &
FAEL[B7]. WEFEAKIN, MK asprosin AKFFI R MEAR G hs-CRP S IEAHIG, 17 A 5T 9 LRI 2 114 Jse 3 ok
PKCS @A MIN B B VLA ML 2 31 A5 5@ i, SRR F AN B UK, IR, & b
HEIRAK[35] [38] [39]. HAMNEAEHEFLIFAE T PCOS Mg 3K asprosin 7K-F 54 PR 2 A 2 2 18] (1 2%
Bt. M1, EARREGEEER PCOS 2Zik# ., I asprosin 7K-F-5FEAR AR DGR R (2 I &
HOMA-IR FIFEAL M LL 8 ) JTEARHIAR R R (RO FE I R IR i . #IREE I B #UREC BT &
EME, S EAKTFLE0MIE, I HEHRRILAIR AN R G KBNS asprosin /K*F5 HOMA-IR 37
MG, DAERFFR, UFSRIE LR R 3SR, o w0 2R R 5 3R KT R DA i3 O SRR 3R 1 = A
TR T LA s T 2 Y8 25 45 4 BR AR 1 (SHBG) I = 2E 380 L F e 35 (R R B 25 K S, T A W 2 /K ST e )
NEMESHBLA %G 26, . BREEMBERERI, S8 PCOS K. IR M Nk R
KA g o 200 A R o, T R 0 28 2 5 MR Y P S ] e (B B 3R ) B (b i A AR A A, 32D {2
HE R R U 1774, DU BB MG 3E o

4.1.6. Apelin

Apelin 2 i IR B4 i = A R b BRI TR 7, J8 T G R FIHB I SZ AR S 1R S M 52 44 APD I PR
figtk, FEMFE Apelin-36. Apelin-17. Apelin-12. Apelin-13, % EAH 4G, HPLL Apelin-13 5 APJ
SRR A Bk [40]. Apelin il 5 AP) 2R A2 51 2 AR, #wnEE s AMP-AMPK
%2 5 R AL s DT R AL AR . A, Apelin WAEIKTRCTHT. 4HBRIGHE . M AR, SRS
WA B A A A B R R R AR F (4]

Ak, ZALEM UKL, PCOS BFH MG UPILH Apelin ZKFHEOER AT m, MDA
B, 1MiE Apelin /K5 BMI 1 HOMA-IR A 52 UP i i) $is: 5 IEAH DG [42]-[44]. 1T Apelin 558 & 2 #KHTAH
HAEH RIALE] AN B H, 1T GE 2 Apelin i8I 0% PISK A H5ME OB FR — Ik 3B (PDE3B)IH 41 il Py cAMP
IRV, RTINS FEE I B A 2 Wil fk 5 2% B R AR F s AT g2 R B Zd i PIBK IR 1l C (PKC)
ARSI 40 Apelin [RIEFI 20 A[45]. Apelin T FE I8 o 1 2 U S 3802 40 Wb K s 200 o 1) S5 5 44
HZ 500K E . Apelin 5 APY SZARLEAE T NOFSLBURL AN, AT DUIE b 389 0 52 1 38-F4 JE 245 ] I At
ZAMG(3p-HSD) & H R IA I HUE Akt R, 7E— @ F 2Rk g b iR B = AR K IE - 1 (IGF-1) 5%
(2 [ A i, E T PCOS g i MEBR MRS & i, s m RIE Y AR K 5 Pt . 72 /K 2ROk 40 i
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Apelin 7] DL 355 A% B (PCNA) ) 2%k, #1Hi] Caspase-3 FIZeik, #Em#ld M T, Zid#Enlfe
WSS TR AEK S, T PCOS k& 4 Kk FE[46] [47]. BB W RE S IHAE PCOS KA K &b 1k
AR B2 K0E . WK, PCOS BT R « FLIRAT B & AR T X R4, WBRE . AT & &
s T, B visfatin & Apelin S35 AH5G, A7 8 B HE R 1 55 08 07 R 5 A S T e I s i
20 Je IR AR EFE RE M PCOS [ AL i F2[48]

4.2. RRERETF

4.2.1. BEEXZ (Adiponectin, ADPN)

BT 2 (ADPN) 2 B 0 4 2000w 1) — P g S R RO R, 1 244 NRFERA K, 7> T 28 kDa, 45
RSy 9GSy ADPN. Hi4r1& ADPN K7y 78 ADPN, fEMEH RKIEERKFER ST &
ADPN. HTl, C&KILE) ADPN =Z1&F 3 Fh, 43515 ADPN 324k 1 (AdipoR1). ADPN 3214 2 (AdipoR2)
Al T-F5 %55 A (T-cad). ADPN 5H 2456 )5, RBEIEZE S 8%, HhRBEENHXREL
i AMPK 32151 CAMP-PKA 345, 7R 1A A AR 1) [ B o508 5 5 3 AR BUah ks RE A AL, |
pige, 5T, AR KA EZRI/EH[49] [50].

Z L5t CESE PCOS Lo M IMIE ADPN 7K RS, HAUK/K T 1) ADPN 7K 58505 44 BMI
TeK[51] [52]. EALUEZE[S20AN T 73 5] PCOS LA AAREGZH K 63 191 K 55 5 K 2% sl O &7 IR 3 N2 1)
B EVE T IR, FFR R IR I 4 HOMA-IR R & T84, ADPN Fis(K T4, JEH
ADPN 5 HOMA-IR it fio, 5 EAMFTT4s R & —8[20]. ADPN 215 7 REBEMER G % Ik
B RRRERFE . ARSI R, @i - ADPN JKFiE T DHT i S/ PCOS sit /MR Thag, I
HAEGNEE N FSH A1 IGF-1 5 5 A Z2 B R — B A& s . AEHESN B35 19 ADPN KPR T 1E 5 HEBR 1)
PCOS ##, RIILTE PCOS HEUN MG EZMEH . PRIMIF Eo~ ADPN 1] LH FIEERECER 7 WM
HEAEGE, HEN PCOS H ADPN fIG/K-F 1] G2 f a8 g4 LH 730 it, S8 PCOS & thPlim LH Ak
BFE AT UL HEIRThRE RS o /NP RiBR ADPN JERI AT LR & IR E, MIRAEBRES. LA,
T ] Lo E AR A ER &G hE (5 5 i, FR(KLL IL-6 22 TNF-a NAREMHE 2 K IVEF T K
7, 0 ADPN 4334 [53]-[55].

4.2.2. P& (Omentin)

KA i 2 (omentin) 2 H1 Yang Z53E47 N ZE G412 cDNA 2R 3 I5F 2 100 AR — A adk bk v 26 98 T IR0 I
R AR E A ZE . BRI ZR IR omentin-1. omentin-2, 67T 4tafk 1022~g23 [X,
= B P R E SRR R E . omentin-1 (/KPS BEARLAEME . B R R AHCHT AR I R T Re T Y 2L
8 PE A A CER, omentin-2 2 BLE fik RGN 703, FEREBON NI, 1E/NH N =RIE, 18 ILRIEH
HFLTASIAE] . R, omentin-1 /£ H AT EZHE A %R, ENUA K IE T EA/ER[56] [57].

KEWFTEY, PCOS B M. JIHIK omentin-1 /KT ZEFEK, 76 PCOS RADRA . IR A [
W 2 7= 2B 3 B I i v 4 B2 I [58]-[60] « XRIELL[6118F F K B, PCOS 4113 omentin-1 /K 2.3
TR IRAL, 1 HOMA-IR N T Hext B2, FL# R AR5, X5 EAEfE[62]. Yang [63]25:HF 7t
i —3, KW PCOS 4 Il omentin-1 MPER/E FHUERF KL IR WEZFH 2 —, 1M IR il —bi
7 PCOS HIRA. PN AMRIGHIGIE T, 4 B XUICARf & IkiG)7 )5, i omentin-1 /K°F-F+ .,
HOMA-IR 7K-F-F#MK[64]-[66]. BEMEBITTRR, MEZRET AMPK /- FHIHN K —H A& & B (eNOS) ™ 4
NO, NO #ii] INK AL TNF-a /5 FIF N4 2 (COX-2) = Az ks, S 0 S B o A fF 7 o
For, PCOS 37 MHKAK/KF omentin-1 5 TNF-a Fh& & 1L-6 FEARAKFA R, 1L-6 B2 R AIHT 2 X E
Rk, DA ASBA T omentin-1 7E PCOS I 2 RERAS o2 75 A IS s il I [58]. &), omentin-1 5
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MEEILTREMAAE —EX AR, W EY, M omentin-1 /KF 5 M5 — B2 IFAHE, 5 LH/IFSH. Jif
B SEWHKF 2 AA ¢ . Mahde 28 &0, IfiLiE omentin-1 78 H 28 5 WA ) PCOS 2o IfiL i I i 2 15 7K F
W, X WAEsE T HAEHEIN D RE RS A 671 .

4.2.3. 3ibBEIEXE R (SFRP)

43 WA R 36 I AH 5 3R (1 (SFRP) SR A2 HH Ly M IR IR 7 28 23 7 A2 1 — b 2 21 FOR S0 IR 435 AL Sk 1) A 0 3 ek
T, &S5RIk, BARIM TIZFKGE S FIARIEMM &L : SFRP1. SFRP2. SFRP3. SFRP4 & SFRP5.
W1, SFRP5 & 2010 4 & B —Fh e P I g 05 4L 230 0 BT 98 I O TR 7, Wl 45 R 35 90 WintSa R IEAEH -
SFRP5 ilit 5 Wnt5a f§ 45 4, IR gt Wnt (5 5@ H, (ERAN M. MR, 285 SN 11 1545 5
TH R B A FH [68] [69] -

ITLAE SRR R R, P E PCOS i MLif SFRP5 /KSFEFEMK, SIEwW ABEAEN 2R, HIHKE
155 PCOS B# M) IRy RIESN . PTG 78 % VIAHK[70]-[72]. shPridie ], &Ik SFRP5 W]
345/ BB P ) 20 L 5 3245 5 IR ) 25 32 AR Akt BER AL /KT8 vy, AT s IR, i — F XUV
7 3 RS R R BRI SFRPS /K-F, $R78IX A A2 = RIS IR HIFE LS. AR, XLt 5
R, PCOS BHMIEH IL-6. hs-CRP. TNF-a EREHTEZES S, HYE SFRPS 2K, KW
SFRP5 25 1 PCOS #E X M.. Wnt5a-INK 15 5 8 i il 38 0 g SR K 1) 2Rk, (R BENLAAR I 28 5 s B, T
SFRP5 5 Wnt Z4&# A — A& & F & B X 18 (CRD), X MFE{#15 SFRP5 7] 354+ M 1 45 & Wint Bt 4,
HET A7 A RS Wint G, TR0 A G SORE R T IR IS, DR MLAR I 98 RE B[ 72] [73]. SFRP5 /K5
TRERE R LH. K2k, 5 FSH KF2IEE. X427, [fijE SFRP5 A Al i 55 iR
MR FHREZ I PCOS HYHERE . LH A1 FSH X192 iz, LH/FSH LU &2 3 BR it & & AHRon
PR (R I K LH R i RECR 1 70, SR B BIESEAEIR[74].

5. &
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