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[Summary]  Polycystic ovary syndrome ( PCOS) is a complex reproductive-endocrine-metabolic disorder
characterized by dysregulation of the hypothalamic-pituitary-ovarian (HPO) axis, insulin resistance, hyperandrogenism,
and chronic low-grade inflammation. These pathophysiological disturbances substantially increase the risk of metabolic
dysfunction, reproductive impairment, and cardiovascular disease. Glucagon-like peptide-1 ( GLP-1) receptor
agonists have emerged as a promising therapeutic option for PCOS owing to their multifaceted mechanisms—
modulation of the HPO axis, improvement of insulin sensitivity, and attenuation of systemic inflammation. This expert
consensus summarizes the clinical characteristics and pathophysiology of PCOS and presents individualized GLP-1
receplor agonists therapies across different stages of the female life course ( adolescence, reproductive age, and
menopause ) , informed by current evidence and multidisciplinary expert opinion.

[ Key words] GLP-1 receptor agonists; Polycystic ovary syndrome ; Endocrine disorders; Expert consensus

Fund program: National Key Research and Development Program of China ( 2023YFC2705500,
2023YFF0724300) ; National Natural Science Foundation of China( 82370797, 82170807 ) ; Science and Technology
Development Research Center of National Health Commission of the People’s Republic of China( WKZX2024DN0123)

DOI:10.3760/c¢ma.j.cn311282-20250623-00318

— . g SR, el R IR B AR FRURRAE 78 A W) A= i B
(—) ZHEYNELZESAE (polycystic ovary syndrome, BERDEES., WATW¥EHE DR PCOS EHFH
PCOS) 9 & J Bl il W E A2 0 oMb g BB R R A0 D 6% ~
PCOS RB—F Bt etk A iy A A 24 AR I 18%"" 6% ~13%") 16.7% ", PCOS MWW K2 F



« 2 FRAE A G 2 A 2026 45 1 HEE 42 %5 1 8] Chin ] Endocrinol Metab | January 2026, Vol. 42, No. 1

gL 2R R EAEN, EEASET mi-FE Ao
£ ( hypothalamic-pituitary-ovarian, HPO) il 2h 5 5 & |
R R B UL Ok R A B R AR
(insulin resistance, IR) B 20 M9 DI REBFE NG Wy 2H 213
RERREAT LA S A8 M A B RAE RS 3, SOl ko8 & 30
JRFHHE ZE FEBK-1 ( glucagon-like peptide-1, GLP-1) Jz F
2 AT B AZ AR PCOS 1 & A F R & h B ANT]
ZARBIE D (H A R, N A R A o B
PCOS ] REH AR (145 BEA: BRARFAE . 7575 %181, PCOS
AR A PTRES HPO Rl EAER ' 1 IR BRI BTt
DA R 353 % iyl %8 DDA G i3k 26 PR 2% AT g A ] 2 i
PCOS R AR W B, Fi#k I PCOS W LL HPO
BhThRE IR | W E Y IR FIRFLE 118 AR BE S AE y 3222
FRAES Mi4azett] PCOS g, Ho B A 2 i 25 o {1
A] TRPEERY TR B T RE IR S B0 MR T R DL e
FEEHENE 22 A Aot LA = A g R R e R A
AR B SR 0 B A BRARFAE 22 5% O PCOS IS
WA SR AL T R B AR

1. HPO #li D g 2 flir . PCOS B 35 P Mg A1 Hp AiX 2 1]
AR R LR 52 B4 %, HPO Hli Zh B 2 i, RN
Fie P BiR 1 R B i 2 ( gonadotropin-releasing hormone ,
GnRH) fik v 451 & 3% Jn, S 25 5 K 8 K 4l R
(luteinizing hormone, LH) 43 WA 14 2 fif 5P 30 ] 3% &
(follicle-stimulating hormone , FSH) A X§ A~ /& , LH/FSH
POfE FF ™ X Al Ok i T RE SR B R SO
Kisspeptin #1282 JC F1 y-24 5 T M2 ( y-aminobutyric acid,
GABA) R 22 JC 11 2l 14 38 LA K B K 3 8 R (anti-
Miillerian hormone, AMH) K F A o . & 1LH
IRV PR B SRR R 5 i, IR G A R R, 2
PR VAR IMLAE , 326 752 e B9 % 3 FHEBR

2. IR: IR /& PCOS 4% Ly BHL il 22—, 52 i
50% ~80% ¥ PCOS & IR SHLRE A& M7 A T
A MEVESAE AL B RS RS RF T
M S AR R ARG, B F S A IR R (£
B LH) D [EIFE T, 45 55 01 55 01 60 I 20 6 10 B R 5
S, R 20 HPO %75 GnRH AR PER R 5300,
() 2 B ST BE 5 G Ab , JBR I 2R RERG 5 1 X e
B bR B BT Y RO, A R R R R IR Y R
JOT R A T T A I A e R R 1C3 A
Y FRINFIG L, 2L PCOS B4 5 Vs 41 i i R &
SRR TR 1 A 3R A ) 38 3R 2 5 BR AR 1 (sex
hormone-binding globulin, SHBG ) B4 Ai , 384 i 25 1
WRAKOT 30— e e M i 3 M RE ' . o R R
AR R R R S ECEMEE RS

3. 18 PERAE I N PCOS B H A 12 PERE 4%

i SV, 2 A A2 A A L DAL [ e 9 I BE T o
(tumor necrosis factor-alpha, TNF-a) . F 4il ffd /) -6
(interleukin-6, 1L-6) .C S 2K F 55 AT e
JHEFN IR FEASE 5 E 1 & A vh il BEAE D IR R Y
UG T35 24 L 0 O I 2 2 b S B ) 9 A R TR e A
F IR R S 7 i I T S (2
PRI 3 B R A AL 5 RAE R R A O

(=) PCOS #iKfeE

L AR

(1) HEJE: PCOS & HE BE Y S8 5 30% ~
60% , 3% [ £ 34.1% ~ 43.3% () PCOS H & &I e
JREST S BRI TR R ey B 2 2 , B AR R A
AELC ML PR AU 202

(2) IMLAEZEAL: PCOS B MR 5 K A R O IE
N 2.5 ~3 %, EELRI N =Bt H W (triglyceride,
TG ) K % B2 B & (1 AH [5 BE (low-density lipoprotein
cholesterol, LDL-C) Tt 7%, 5 % J& 5 25 11 I [& 8% (‘high-
density lipoprotein cholesterol, HDL-C ) F&{%' =2

(3) BEVH T 4. 50% ~ 80% 1) PCOS M A 1E
IRVD) WE PRI AT IIAN 2 TR0 PRI A A KU 34 i 2 ~ 4
1%[25-26] .

(4) 1R Dy i B A5 A0 5 A5 W5 PE FF 9% ( metabolic
dysfunction-associated steatotic liver disease, MASLD ) .
PCOS & MASLD (R AN 2 ~3 £577 SHE
IR (I 5 o S R 3R A G

(5) MLk : PCOS iy ML i KUBS: 38 fm 2 A LU
PO TR WA 5 R A K H S B (body mass
index, BMI) il i MES 7K P a2 E 2GRS &K

2. HFHTREAZ . PCOS & B % Lo M JCHE IR 4 A
M EE R A, IEREFN IR AT RERSE R F , TR
HPO %ilt, GBS AHED ) Je H 230, PCOS Zotk
AR BTN 15 A5 AR IR & AE R 3 2~ 3
% BRIV SRR e LR | G AR PR SR T
FERIR LR B ZBRAE

3. O A AU B i PCOS 835 0 ML A R
JRURS: S 2 T 2 RO IUEIBE AR ) R
R0 LS B S0 A XUR ) TR e
R MAE AT 200 4 R SR8 M P U anZe 0 % o
I A0 B AR R D R T RERR AR TSk
SR E SRS AE 250 B0 ik A IR 3 i > 4%

4. B R EZ A FH N . PCOS &3 8 A R 1Y s
AR R RE S KRR O U R
PR 1 BT N R BEIE A, PCOS
AR AR AR R, EUR GG AR RS, 3R
BAAAE B/ NBR ks, B 5 SR AR R B0 A



AP bR 2 s 2026 4F 1 58 42 %55 1 ] Chin J Endocrinol Metab, January 2026, Vol. 42, No. 1 . 3.

W5 R, PCOS 2 R KapU ,LamU .«1-MU F B2-MU
HKOF T X g AR AR B /NS T R A0 A58 43 A G 1Y
FEIR, H 5 00 S22 0BG i — R
T PCOS 5B /NEW J 8 IR A EEE

5. A R G0 AH OC Mg & AR AR 1S . PCOS W 4
Jon— 26 e 5 AR XU, AN 7R N g | O SR | LR
S, PCOS (B3 18 P9 By IXURS: 8 5 m, 3X ] g J2
B TR IITCHEDY , MEBCR RREL B T B, = 2
WEEYL, PR E NI A AT REE R TR N
M9 . PCOS 2Pk BB 5 P A 1) XU S5l Lo Pk Y
2~6 5 (JI AR B ) 1 A R
PCOS F83 P S 98 XUR: 2L I | JC O 4 28 iy 7L W oes
R XUBS 38 m , (ELS5 38 i A7 L

(=) GLP-1 3234 2h 3 i 245 A E FH AL

1. W3 HPO BhIhRE . GLP-1 E Ky 3% 432 4 7 AR i
R LGS, AL A AR i 7 A
JBR K% 22430 AR TR 2R o R 2w AR R A
F,GLP-1 ZARAAE T i A | P SR+ 5 N rh
Pk pESE R W, GLP-1 W] i 9 GABA
ek A A Kiss-1 #1128 50 36 PE il ¥ GnRH F1 LH B
W HR B GLP-1 TR HEBR AV 4R 5 LH K
S P TS T O R B 2T e R o B o
UEAN, GLP-1 SZ A 8300 vl 41 il 2 Fh 2 A ity , b 98
ORI AN FSH A2 PR 235100 | [ I 19 55 R0 -1 5 P9 i
T RIETR BT AL X SEEdE R W], GLP-
1% HPO Ml BA B A #E . A, GLP-1 Z 4K
ST A AR A, A — o R R IO S B
GnRH I LH Al , i )42 845 HPO fhzhig™

2. M3 IR . GLP-1 A2 A8 2 35 mT e 2ok 41 il £ Ak
DR, ARG HE S A E B T Bl e S R 2
HEPINE A BRIk Ak, DR RS B i ek 4 E I
IO AR R A 17 85 PR R 5 8 S 1 I i TR
LAk, GLP-1 Z RS FiA Re AR TG R 5%
A%, i e 5 2 AR | £ O A R R RO R 5 B
2 PfL 1

3. FER A BB PR AE : GLP-1 & GLP-1 2K 5h
R AT e Z P e B A rh AR HTRAE ], B 45 B D 41
21 A PN R A P R 25 AR AR 4 IR F (i
IL-6 IL-1  TNF-oe \MCP-1 F1 NF-kB) 7K1 B4
RFF(UBRBCE ) 53, GLP-1 Z AR 3h )ik nf
e AT e 2 TROHE DR 9 A DG 0 A 25 0 AR S 2R R AL
A T RERE AT, B A T g i Fh A A £ 2
GLP-1 TR ML AT

T GLP-1 SRS By A 2l 7 ik 7 /R
YREE

GLP-1 ARS8 A5 KIRAAFERT GLP-1 1Y
VER RAEIRTT RO A R sk SR 3, ol il
FH R A ARG Ao 178 UG /0N Ti) Bsf e EL sk B | A | el 3 1L
BT Brae BEMERCR S, BRItk FAE 2014 4 R RK
PPN 2 b2 23 2 32 19 PCOS 37375 B ERE GLP-1 52
PRSI T PCOS #38°Y (IEHR AR Ak 5 9
ORI SRR ) o IRHTRY(2023 [E PR %00 L5 Gk
TEAS 545 FRAGUEHS P ) B GLP-1 Z AR B sh I AR
/LR PCOS VYT AR, IEAE R PCOS I8 E IR YT i
ez (HRVER, GLP-1 ZAK ¥ 3h 7| FH T 4l
PCOS (3G YT J& T8 Ul B 45 FH 245 (9 Y 0 I DR 1oz FH Bsf
o7 AU VI R DA R e s e B 25 & %2 T
X A AN B = B

TR 22 1 I PR 58 UE 5, GLP-1 Z AR B8l 7 A
ACELAG B 10 0 o 5 AR I 1 348 T ke v A 1Y)
HEFEAR S o BT 25T K PR B2 U4 A R 5 2R A
WA RS E CRAXTHRED Liim
GLP-1 Z AR sl 7] B A6 1IE 5 =7 0E 35 Al PR 0 FH 2855,
it L RN ZWIRATHE G T AR, SR
MR R 1 %2,

(—) GLP-1 Z & shH i Fh

MR S> T 25 5 25, GLP-1 SZ AR sh 7 vl A4y Ky
325, E VR (T exendin-4 4544 iy GLP-1 32441 5h
), A% S FB K SE S IRk (J 0] A wDIR ik
T B2 s FETR AR s NI (3 F A GLP-1)

R 1 AIHBGUEEAEIE

UEHE 4 TE X
= LG TR, DL SCHEIR RS ; B 22 [ B AT T A SR 45 28
T TESEAA TR, AR SO I PR UGS ; 5T 22 [R] B S e A2 2 2 7T R/
{[iS TESE AT AR AT R, FT gl PR SRAR P 228 s AT AR AT 1 — L WS RS BIE O
el TESEAN TR 38 5 AR I RIS s A1 Rk — 2B ST PR D3

|2 AR BT R B E L
EiiFaxilis TE X
SR AT X TR BB VAR B A AR AR 3 T KU, s ORI D0 24 e 1 15

S AERE

PG BT T3 155 5 U AR 24 , SRS AN 7253 5 SR AR T 1 190, (LI PR B 2k 5 J 8 o B 5 7 70 , AR B L AT 1%




4. AL AR G 2 A 2026 45 1 HEE 42 %5 1 ] Chin ] Endocrinol Metab | January 2026, Vol. 42, No. 1

(% GLP-1 SZ A sh7] , 48 Rl & K B Ak | BT
£k S 7 SRR R LA K 4 AR GLP-1 Y GLP-1 524k
WAL 8 DUIR - K, AR 25 1R 30 1 245 45, GLP-1
ARSI T 3 A B AR A R SO A 7
RS RIS DUIRE IR, T30 H 3 W R Gt 4
A8 AL G SEFES AR SR mIRAK , T 2 H 1~2 IREZ
TS KA AR R K, T AR 1R R
S5 5 A A 30 4 B R A | 3 FE I SO R i 3 L ) 5€
BRI R R FEIR AR, — R TE B 1 R
FEST, HRETRIPIEK S A e E KR LR 2y
i 7B 45 PR J5) ( Food and Drug Administration, FDA ) it
YE ) FH T IE Bk R 2 ( BMI =30 kg/m®) B8 8 58 3% ( BMI
=27 kg/m’) | H Z /4 I — 285 T 15 17 1418t
Y3 M TIE . DUR 6 R MR 40 v [ 8 i/ I ke A s 1
T AR 3R 10 S F 25, F T A N B AR E 4
PR OIEFF . BMI=28 kg/m’ &, 5 BMI =24 kg/m” i
Z /bR EAR GG IFRE (0 i W v i | i
S NEHIT BH ZE P MR AR I B A 2 S AEAE) 1T H
HIE & 21 PCOS i RIS 35 558 4 1 Rl 17 5 K Fn 3
FEIRIKPI AN GLP-1 Z PRI B3, I RAEAS £ />, £
BONFF bR oo
() GLP-1 ZARBSIFHAYT o AT B IR b
GLP-1 SZ A3 5l 37 FH 24 391 1) g v AR A B, #h
F GLP-1 2l Il & hAx , g T RE H A
BABMRAESL, SRR A, T E s s
PUFEJE A EE AR, AT TR A A (Bl an gLy
B KRR E 2, A B 1.0~ 1.5 o/kg KT
TR A 2 A T, R A 0T B T e Az A8 (A
FEFURFE NER UG R TR M S 0.8 g/ke™™
LERESI. (1) & IWLAA RO 2 B i A,
WO HEYE Kt fER R LR B SR L
I W T JR e LA R ARK ARt J2 02 25 0 RS B R, 3K
SN RSN 38 AR IR YT FRE R B SRR P g s
(2) JAIT H— L BEE DB AR 48 IR 5 L ol FF 2K
29WIE RIS 5 (3) 5 FRUNRIRE I, 4 5 e 2
0 5 7 s B Ry, D G e s — Y OSUIR A 30 o, 5 R
F4) 5 P A I R 2 S, D) RSO %) 3] ek T 3 224 ik
i (4) ZHORIG RAFIE R4S GLP-1 SZ R sh 7
A BB T X, B SIS P 5T 3R GLP-1 32
VRIS v] BE 5 2 [ A A 48 bR R LU (E LR A
K A UEE AN S GLP-1 2 AR sh #) B S 5%
125 RS (0 PCOS H & PRI 7S B 1) i 4G 2 XU 75
BEUT W s AR IO FF g AL A A 25 5 W e L BB )
2. bty « o7 R SR A 25 9 B A R R ae Ak | DA K
B HONTE . St WE I Fn i 2 7 R B R EHE

AT R AR FERE R 853 3 Bl 17 58 R B A
7 PRI A 07 R0 UL A 5 A AR 2 4 b, 0 2
Pl R B LA A O P PR P 9 88, R B D i B 3K
5% ~10% HE" , MHN, BRI EF X PCOS FRA7 1 &
A FERFAE A TREDT , LA T AT RCR e 5 4
JHZ,

(=) Sk

(1) X255 B S AT AT e il 5 (2) 1 A
W PR R8T SO PR T E R T 5 (3) A IR AR
FEREREAE s R R 5 (4) ZEMEWN TR 256
fiE 2 RIS ; (5) AHEFER L2 259 T 2R 015 A
PR EU R 2R B (6) U E & TG AR
B (TG =5.56 mmol/L) ; (7) = i1 i %R
(INAAEVERIR B BN IARES) .

= GLP-1 Z{R#sh5 7 PCOS A [F] A= fir iy BE i)
N AR

30% ~60% 1) PCOS 8 & I NERE, H I AUIE T
UL IR AR A i PCOS AR RL&5 )5y, B 52
HAERASS )Ry, AR08 I ERR I, el B L EE B2 3R
7 PCOS AU TR . (2023 4E L4 U 2 G 1F [F bR
PEUETERE Y 5RIH T GLP-1 2 A 3h 71 & 1 ok 2 4501 A
PCOS - PEARIIFIAE 7 A% B b A BB T
A 1 R K e 1) meta 3BT AEANA 2 148 (Il 2 45
AR GLP-1 ZAKIMEFIRTT PCOS AT LI R
IR DR ks TR FIILE | FRAR W4 T, i AT
PLek 38 H 2 J8 0%, $ 7R GLP-1 32 K % 2 77 ¢
PCOS 2z 14 19 & 3 RN ) BR AR el 3 | 38 X A=
B s B AR

(—) HHEMEIF™EAREA PCOS B4 GLP-1
Z AR R A

T0% 117 A 110 AE I 2 3 76 AT S 25 BB R
JHE 33K I T A U SR A REORT 4 A T A e )
DAEE BRI R, AT 1 AR AR A2 A
PrEMIRITZ )5, BMI T =5%, Bon 5 RR YT
JE AL EE SR I I a0 A T RE Bk EL X B i A
67 IBIT RN AER DA (AR 12~18 %) , kK
g R 4 A A 0 O SO L A PR (3.0
mg) 454 1% 7 2T FUE 5 BMI A A it J3 5 L7
2021 4F: FDA JRILHE R SEAR B K 2.4 mg B 1 OH T8
PEREAS TR & ] TAEES 12 2 &L E 9)5h BMI A T[]
BN 95 A BT R (He kBRI RS ) i
BF . HErELEE L PCOS B GLP-1 32K h %
Il RUESE , i JCAH OC 48 B A 75 & # PCOS I H GLP-1
ARG B T HERE, A AT — S R S
(NCT03919929) FRixF F1 il m) A& 6 R XS T 5 & B



A P AR AR 2026 4F 1 A5 42 %55 13 Chin J Endocrinol Metab, January 2026, Vol. 42, No. 1 +5.

PCOS ZiXF BRI BT B 7E PRl =) 60 & ik
FICEEH 3/7 mg) X5 FE A 105 70 i 25 Bk () 52 )
5 ARV P 6 1) 3t 245 SR /s ) S A 65 K R 751 ml i 2 i
JERR IV 2 a2, 3 g i R AU, B2 e En] . A iEE
FEU R B R AR T O T S A s R A
B TE A PCOS MERER D 4E(12~22 ) I &
T

1 EE L. AT RERETIENEET, 24P
AREDANBEREHTHREBRBALHARRE, TE
B FEUTEERN PCOS SV EREETH(3~6 1
R)MF GLP-1 ZEHz:F . (1) S FEH=EEMF
(BMI=35kg/m’) ) PCOS SV EFE £E L4 F
FRFASREBA ZBEXAGETERE; (2) HTFEE/
BB EHZED—TRIGHLZE (02 BERRK.IE
RSB BT R E MR REEEAMTE)
MPCOS BELERE, EESEIFHERS . RiftS
H(SEERRT M, ML) BTSSR,
HESEEHEAHLETCERERIE, BEZVIH
L, ERESEREXERERE R HITHYIAZ (IE

2. GLP-1 SZ AR S F1I6 7 Hh v v 2 = 20 F Bl 17
FRE LA T DA = AIERE 2 Wibs o 2 F 2021
AE AR LR RSy S R R COH ELE T DA
FEZ PRG54 B 2 AR ) AR T R i) AR
WHhE BMI B9 B HHN PCOS MiZWi A
FEERME , £ BHIRIS W5 5 2™ k& 048 GLP-1 32 (K% 5))
IR TR, -7 FH 24 10 (] 25 D) W A Al 4 2 2
QAN Rl h o AN AN L b N R I AW 2 S o
BN A D RHARRTRIT L

TR, 76T /DAR B EMALRE PCOS 3
F GLP-1 ZZ A3 30036 T B, T e ) G 1 1 s B
DXUE 25y B AT B s R, (EL PR ek T T A 2 X
AR, F5E R, P s T BE S B
B, BB B XU, JE AR 75 R X — B % R B 1 G4
BB 7 R, ZEE ] GLP-1 2K sh7 G i &
W1 PCOS B v, 5 FUEE e JHHEA T8 9% B WS, DA &,
& BOE T B AR BB I AT IR R R R
AT WA R D, IF45 618 = 1) i S MFH T
B, AERE ™ IR B AR AR IR T R
B, 7 25 B 2 B R KT B4 R S ) T AR K RS S
B R XU

(=) H AR B/ N B 0 PR 55 A
() PCOS f & GLP-1 3Z N7 i b HHEE AN

2019 4F FDA #tHEFIH & I 73097 =10 £ 19 )L
BT AAE 2 BUBE PRI R, FIRLE AR 3.0 mg o T

=12 % (RE#IT 60 kg & BMI=30 kg/m* /D4R H
BV EEIARYT s 0 i TR AR, 3 W A AT
fal GLP-1 Z R348 FiR77 18 % LA JLE Fl 75
A2 RUMEPRIR B

(=) HEBEABBEE/ LR H T A IHER PCOS &
H GLP-1 SZ AR BB A N FH AR  ANHERE

(W) BRI PCOS B GLP-1 %
{USE esIEnIME IgibE{i# <3

FIRW AT HRIE PCOS B EIGYT H AR AR 4
BE EUF SERAARTT R T IR MR i IR
T JH RIS i HE O 3 B0 A I & AR AU S5 3
FRUFLFEAT A B AT 00A 1 B AR R R O il 45 9%
T B R SR KR XU Y BFSE & GLP-1 X} 3%
HEJE B PRI F1 PCOS 52 il 4 M g R 7 P B EL A e
RMGLEF AL, Besh, A5 LI GLP-1 324k
PSRRI LA 5 2 48 O R 2S  BRAIK PCOS FRE 1Y)
T T 38 T B, OF AR L AR R Y e
PCOS ZeErp SCFETR K AT e 38 H 28 S5 30 14 ik op =%
TR AR i 125 e e 2% K T I i oA 5 8 2 T A ik 20>
HEERIEI Y T2 5 PCOS B Nk & HL I Y
ZR RS, TEBNE, BATXET GLP-1 Zik
R e PCOS B & Hh b &R 0 Bl AL X AR it 56
(randomized controlled trial, RCT) #ff 5% UiE & & Z 4 vp
FENEHERS PCOS J& 3, X — BF RO N RBICR T
PCOS Ji il , L ZE AR AR JE Y PCOS H 3 GLP-1 %4k
W sh 7 (0 R 7 L (2023 AF 2P BN BLLE A E
FE PRAGIEFE B ) 8 U 5 X PCOS HR O I A8 95 9 XU
BN B4 T ) KU EAL Y kA, B AR R,
it 50% i) PCOS B it AR I RIS, 3 nl e J2
U A B — A8 AR . 7E PCOS shi il vp )
JUE H 3 B) 0 2 A A, B AT A -1 B R HE it T
w L PCOS B A IR (2 RIS HO i 45 A R R
R UIAAIE, PCOS & 148 H IR I ¥4 IR 1 2R 1
AT HEA B A A 0 B X AT RE A s R (W
o M 5 3R LR e R e iR ) AT B IR T
ANTF) GLP-1 324438 80 70 % 1ML 48 22 48 B 4 A R I AR
TR 3,

1. #%E 2. X FE8E/IEM PCOS &, &0
MERFRREHEZEAR, BENEEFTAXTREM L
EEmA GLP-1 Z&F#EzsH, MEEFEF O ME R
PR EERIERY GLP-1 SRS F (IR
R AR;EFRE . FER) ; ARG H O NERRFXE
HEAR, N FEEFAFXFHEAM LA Z R XL
BELNE, EIWNA GLP-1 2K hF (IEIRHEL.
1K EFFRE . BER),



-« 6 - A Py oM 2 2026 4E 1 A48 42 #4551 ¥ Chin J Endocrinol Metab, January 2026, Vol. 42, No. 1

R3 GLP-1 ZARBSNFIR O M4 R 58S FURAVEH]

254 MK (| W PR A
SEIEIR AR XF MACE-3 UK AC LB B 3K 25 s W R4 B IR0 3 1 R AR B8R
KIBET=3 1495
F R ik MACE-3 KU AR 13% , DML SET- XU PR i fa 4% Ao 1128 DR AE A B34 1SS )R XUR: ( LEADER #F5¢ ) [1%7)
22% , BIET- A 15%%0) S22 B RIAR 1L
B ZFAK MACE KUK (LEADER F5Y) 187
JERLBE K 1 FREAR MACE XU (REWIND ff77) [88) ] ek R R R B A 1 T e I R
FEMERK  MACE-3 XU &AL 26% , AR Btk Rs X/ ACHAETC 2 BOME RO 09 3835, 5 22 BRI AE L, A 6% 8 IR 1 7R
XU AR 399 1360, S22 Bt IAE 1L, B re FREBHEN B E AR 25%, (F A2/A3 908 AR B E 1 A& AR D>
Ik MACE JXUK ( SUSTAIN-6 5% ) [¥7) 41% ~57% (STEP-2 B 57 ) 1¥7) | @ 28 ke 3 A0 15 K Bk 11 3R FURTE 455 B &%
J7 (SUSTAIN-6 B3¢ ) [87)
ROZEE MACE-3 XU B3 A% (FLYING #5%) (%) He= BRI/ 2 IR R
FETR K
FIRIREE D45 R s (ELIXA BF50) (20 B B 1R R R TR R R KR 5 R B R AR I A 19%
(ELIXA BF57) (91
[TPVSEYIN S BRI, MACE-3 KUK 2 3 FRAR 22% 52 WIRR IS 2R (1 R A F S0
( Harmony W 5%) [92]
LR Ik e WA L5 AR A P e BB R 1 PR A A

T : GLP- 1. JEFHHE R FEIR-1

R 3. TEE/IEHE AT ZMBER R
M PCOS B2&, A" EREHLMEERXKHER
R, EWEEFAFXNTFHEM LR FEMA GLP-1 Z{K
WEhF BB EE R BXAGEST (EEE R f;
HEFFRE RERF)

R 4.3 T8 E/IEREE FH RIS EFFF R
PCOS & , M ERBALMEERFRNKEHNERR, 2
WEEFEAXNTREM EREMA GLP-1 Z&#3h
FIRANBKAER ZBWAGET (IERER. b #EE
R HEE)

HE S X TFRE/EHEHEEGERTREE
SZAMER PCOS BF , M E R B A O B &% XU 5
EAR,BEWELFAXTREM EREMA GLP-1
SFEHBMFRARBKEER ZBWNIEST (IERE
B EFRE . BHEE)

#T= 6.3 FIEREAERY PCOS B2, A F O INE
EERESEAR, EXSNERAEREEBIRMAH
BERMBERAT,BNELERTAFXTHREMEEEMA
GLP-1 & #zh7 , MEHFRF O MERP IO D
EAREAR GLP-1 2EH 307 ; E IR IBEZS Y% A8
PEERMFE, UL —SREEFEANTEBMR
(IEBER K ; R E  55HEE) .

2. LA PCOS B GLP-1 SZ K337
28 FIE AT REHERE . XA A URSR, B2 e
WS RSB R RO, BB A AT T =
00, LASOR VR 3 A 28 )53 AR R 1 259
STHUEEH R, WA, B a KA R
TR, 260 GLP-1 A2 4 33 3 7] Bk 408 1o 1 £ R BUAT 3%
(et HRTTE PCOS ARER B & R IIG PRAFSE
T B RAEAER PG B AL FENB AR, 3 FET K% 5 KL

TN 20 pe/d, RIS BRAYH AL 1.2~ 1.8 mg/d,
ST H T REAF 7 (W 5 v BE B i R ROV (%0 FIK
e EKAE) | MR T AL R R, A R DU
FK0.14~0.2 mg/ WP JEHI) . BERIHE 1.5 mg/
JANS REMETK 0.5~ 1.0 mg/J8 S e T L, —
PSR 3~6 D H R E AR B AR b SRR E 1Y 5% ~
10%, TEERIE, AR CLP-1 3Z 7k 57 %t
SR AL T A —FE (R 4) , Im IR h #EA7 A [A] A 2
GLP-1 Z AR Sh Ak 75 7 & PCOS BH F 4 L
P, AR JULIA 5 S 8 T BB X B4 AR [ 5

R4 GLP-1 Z R shF) R A 16 5 3T FORHE A 5 19 52 1
o8 A T %) 5 M

. L BMI s R R

= ﬁ |=3 A =]

" IS mty (k)
GES SN F % 40.0% 32.6+6.4 -5.70
ZRIERRSS N T 29.8% 31.7+3.6 -5.03
2SRy s v i L FI% 25.0%
DL IR Jpkc L 10 T 16.5% 32304 -9.10

TE : BMI AR EHE 5 RARMEIE R 2 3

SEIRE AR LR R B R S R 2
JG 7 J& B AR ER o3 o A A LA B s o B A K
OYSEIAT o AR PR S e v v A 0 o R SR R G
ERARNTS 2N D& el M A Pa gl <€ |
JEHIRTER B 25050 ft B, R J5 ik (1) 229
HLBH T3 T ( bioelectrical impedance analysis, BIA) ; 4
VERIE  BASEAR, 38 T H O PEAG R, A g
B, 7 A7 PR 285 B E A 1 4, I SO AR v AL TR
(2) XiE X B ( dual-energy X-ray absorptiometry ,
DXA ) oA Ry S 8 A A Y bl MR il A
FHAIF o 5 2 o o 0 B I R 51 (3) TR
BT (U Janmahasatian #5570 ) . 58 a5 M 51 | B 5 ALK
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HESEIATAG A, 15T I 4T DXA K 1
B, e — R PR B A Ak

(H) BRRIA AT IR PCOS &+ GLP-1
Z B R

(2023 4F LB O R LEAAF EPRIEUETE R ) 9 IE T
X PCOS 2 PER AT IR i YAl A B 2R, LAY 4T Uik
WA KB P AT BA 4 R & R meta 434G
LR GLP-1 Z AR ah57 T LI B PCOS BUEIR 2.77
T, FARAE ORRIE N 2. 16 4%, fl Bh £ 5 R (assisted
reproductive technology, ART) 4L 4R %34 it 5.31 £%, H
H AT FDA FIRKIH 24 & 8 B3 RpRs HD 2 R ¢ 224
Pt R T2 AT R 2 A MR, 4 GLP-1 &4k
BIF L PEAEE G IR A T RE R R 7 A R ) s R B
AR 25 LI R R R T U IR AT 2
GLP-1 ZAK 3 3h 77+ WG 1 4 Ok %, 45 715 H
GLP-1 Z K sh ) J5 EAF AT R4S 7, Jr FE 9l 12
Ji) B ) S ke 2 i, AR — TR X 28 i) PCOS & f:
JIE PP 1 B BIL TP 0 285 38 A B 9 v 4 iR Sy 30
12 JE AR A AR (B H R RS 1.2 mg) B
T UG IR Y7 1 1 R A 2K U R SN B iR R
7 A TR AR FH OB S —TT g A 176
PCOS A -8 F/ M8 B £ 1 i e R 36 56 78 T A SR 4T
PR KB L AR 12 JABEMLAE H 2 Y S SCEEAR AR
10 g 38 H 2 R IR ZHOBUIK 1 000 mg ; T4 £82#4 fifi
ZAEH 24 12 N sz W UIH IRIGIT , RS
24 12 JA, ZEFEIR AT I B H AR IR R B =
T HAATT B EDS L S s WoR, iR
FFET GLP-1 ZARH I F TR S BUR A R &5 )5, 11
FEIG LA Z R 8 S IR IR iR s T %, H
HAZEHF ST 3098 B GLP-1 2RI 3h 7] 5 52 )LSE R
PEWHE G 38 G (H BT IR YR A PR, P
OB WL P AIF 5 2 B, 7 40 U 7 300 ok 4T g T 2 R T
GLP-1 ZARB S B2 10 i 7= 2 L, R & BLE Kk
R BT XU 3 i 1010 — TR X 3 652 AT Uik -
191 2 OB PR A2 1 A58 & B, GLP-1 2 A4 5 7] 2%
22 BAF 55 %6F BEBA B (1) B A4 4 PR AE TR A1 2, 40 R0
M R ATEARITFR 2 AR Ie B 22 5 i LG e
' I S AR X PRGBS At A 2, 47 2 BB B 2 I 7
IEIRF IR EE T GLP-1 Z RS R, A4 s
KEBHELREXERY, HArXTRILAEKZE,
WRRE/ B ILBET B AT AE I B AE P UEE AT SR A A2

1. LFURERT PCOS 3% GLP-1 S 0 RS

W7 TFHBE/BER PCOS &, #EFHAR
FHEMEMAZRNANRELNE, B EMA
GLP-1 ZE# s, R EEEFELHBEY GLP-1 F

T (RS R, | EEFRE . RERE)  EEFT
BI3NA,AAHETERZ, ZEINAYHFETRE,
2025 F 1 AARNCKEBE/ RS ENEESMEERESE
GEEEANSBERILIRY M BB E I F (WA
ER)EVEG S M ERTHBERUEETIR, B3H
FEHEDIANARETUER, ARFENERED
2AMARWMEZ, STERE/RBEAHBERATZR
W ERTEH) PCOS 8& , Nt R AR LM E &H XK
NEAR,EWEEFAXTREMEEEMA
GLP-1 SN B ANBKEGER ZBNANE T
(ERER. P EFERE . BERF), TERIERA
N A GLP-1 2EHshFIBAHFAMEFEHED 2 4
ABXEEZ, BN EHREHITRIBREAXK
HETSE, AFE[AE.BMIL GESE 0HE. ES
ZHA BEEREBITHHNBREEIERNEY
( homeostasis model assessment of insulin resistance,
HOMA-IR) .SHBG FRE& ., B B! F Bt KB . AMH , %3
EZKhE], BEEECHARREREREMR B RERE
R NRS, TEZ S MEREMNERL TEEZ LK
ABEYHFAZERRE,EH 5 M FERHERREY

iBfr. dERERE PCOS B EE REF IR M A
GLP-1 Z&EH 7,

2. {ERHT PCOS & GLP-1 2R3 sh7 1 i i
HHFIAIBE YT : PCOS 835 4T Wi iy £ 35 25 L 1% 24 1 %t
TARAAE YRS, BA 2 L, BN AE PCOS Lk 4F
LR IE IR 3 Rl FUARTIUN 1k (I = WA e S
b, ¥ 77 4 U H 0k B 2 D K B 5% ~ 10% ., 4F Uk T
PCOS & 1Y 78 F7 R A T A B A Uikt hy SR 22 4T
DR ATV E A RE L B, i HL A B R R A T R R
g, THA TR AR A (B FLE & A) IR E
e S 2, 5 HFRIR 1.0~ 1.5 og/kg UK E AT 00 T 2R
P10 A 7, B L9 A o et B D

3. WERWIFN = R L PCOS 3% GLP-1 32K
B A AR  ANHERE

(73) 42 PCOS 34 GLP-1 Z AR 3 1Y
g R

LM —rE R R = 2 — Ry A T A, &
AAE 50 B A AR A A P 40 22 I AR B o IRAR
IS RLAL O I B KUK Meta 534 % B, PCOS
PR AR I 2 RO PR IV A I EE ( total
cholesterol, TC) Ft & . HDL-C &AW A1 E 2058 14 ik 1L 5
PR 1 0 LR 386 I > e 22 PCOS £ 1 T g
2550 IR G 1) R e v 2% L 7 R 4 2 3 0
Y SR S A AE IR B AR AR A PCOS T
130 % A AR A D B U S g 2, 1
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A4 PCOS M4 28 S5 a4 i IR DL JIUBEBE 0886 AN 91
Uk PR S 2 JEE 25 B AR IR R G I Ak . R, 4
285 PCOS 1A 2 i H i S T AR ARRAE S AR B 155
BIFRE, LA O I B0 KU . GLP-1 32 AR 9 3h 571
T FARAEBEPE O WUESE AR B4 b LG 148 5
TR, HET KR Z40C T GLP-1 Z K3 3h 71k 77
PCOS Ml RAIE 5T IF AR B0 IEAC I 5, A ER
3B, X} PCOS L[ S BMI & F 25 keg/m* I ( 5
IR IR ERIEYT (B H 1.8 mg) fili.0n i 3 KU 2R
P ik W0 K SF- T B, b i B B A A K (mid-
regional pro-atrial natriuretic peptide, MR-proANP ) 7K -
WA 25% , "B IR0 3R b BUBOK P B 6% , H. MR-
proANP [ A 5.0 S A B i s AHSE T R B2
B O JUE 7 e i 3 BE SR Y 2R R KT HUS
AR T JR 25 0 06 (R . 2 I, R i il i 88 0 5 1T
A JCTT G IR T 38 A0 58 i i I J32 8 30 06 L 414 I i) 4
IS BSR4 225 PCOS AR e e
TSR MUAE 5 A R R8O JE A3 R AR AT 9 B 2R - 14
BIKRRG M LA . PCOS BhH R AT 5T
7N k2 24 0] DL pslde h o B R 5 R O AR
WO AAE T REIT A PCOS (94828 J5 1H 4o Tk K%
D MEACEIT AR R HE T k4%,

1. GLP-1 2RSS FRNG T 77 S8R 7 e

YETF 8. X T E/BERE & FE 30 Bk R A RE 4L 14 0 1
&% ( atherosclerotic cardiovascular disease, ASCVD)
B PCOS £&, B R B MA GLP-1 Z&H 7, £
SEEFEERCMERPE GLP-1 Z2EHZhF (IEESE
ZAR;HEFRE . B5HEF)

T 9. X TRE/IEHEHIEET ZMBERR
FIPCOS &, ARRBH LM EHRFRIE N E B
R, ZWFEEFAFAXTHEM EREMA GLP-1 2k
HEhFI RN EER ZRXANGETT (IERBER. F;
HEFEE R,

#7F 10: xf TIEAEB¥ & 7 ASCVD By PCOS &
F,BWEEFRAXTHEM EREMA GLP-1 Z{F
R RAEHRFEFTLOOERPIR D ELRIERA
H GLP-1 S #ah ; B IR EZS 15 B B ik &/
FIE, UAH—DRHREFEATEBR(EEELR:
IR HEFRE . 5 HER)

2. 42 PCOS 4 GLP-1 ZARBShHIETT T
BERIURIBE YT : GLP-1 SZ ARS8 37 B A (40 B /Y 20
g, (B T3 B D RE AN 4 [ G55 00 B/ BR B it
(estimated glomerular filtration rate, eGFR) <15 mL -
min~' - (1.73 m®) '] R RRE BRI, A RS AR
RN GLP-1 52 A48 3h 70 40 A 47 6 IR A7 78 0 38

AN BRI , G A 2 7 A i R B0 S B i s O, Tl
X R A2 X PO R el 452G, T4 210
PCOS AR MR AT BB, oy 2% D1 Bt 1 4 15 45
B AR R LA FE RS PR 26, X4 281 PCOS a4 5k
WA O A B EFH 1 GLP-1 32438 7 (a4
B A A B K BERRE KSR ) P R R ] B %
HIWI T4 227 5K B PCOS 10 4r B 75, AE 7 v 7 4
22391 PCOS A4 i B I i I I % T BE 4 L i IR Y
PCOS U4 R Uk, L GLP-1 32 (43 sh 77 2% 18 in
i, LURBI AR A2, 4 T4 230 f g i GLP-
1 2R FN S5 M EBFRITE (‘hormone replacement
therapy , HRT) B, f s LA RIS w2, Wi
9 EAE T, R H AT i TG A B S R 3 AE
TE ELIEAN H AR (075 6 B DR S 28 1k, 2%
LI 0 4% | IR S5 S B, AR A i A kR i A
il S HE GLP-1 Z AR sh il &, HOk, PEAl T
SIS, LA 2 i T T 245 9 A T4 B %) D3 R 4
A KO M5 A 8 A BV E 25 A TE R ROV
PRI, T K GLP-1 Z AR s F 51 & /Y 8 I iE &K
7, % HRT o] RESE I AY M e | LA g <5 XURG b 47 14
W, (AR 2 g fR R A 3 7 ST ) E P T
3 3 S B U A A S FE B, B IR IR YT T R

(&) GLP-1 Z KK S £ PCOS A [F] A= i B B
I PR P TR (8] 1)

Dy ZEiE

GLP-1 2K SN FHIAE PCOS IIGYT h s it —E
PRV 1 R RS A I S5, AR ) A o AR RS PR 25
BiZE )50, BRI meta S8BT 7% GLP-1 32143
SR FE 4R 2 G R R AR & 28 A 01 1 LA e e A 3k
Je L8R, HETE T GLP-1 Z R34 3h5 H T PCOS 4TIk
EHRIG IR SEBRATIAN K o AR T BT KAEA o K
MIRIFFE R0 E GLP-1 Z RS FIFE PCOS Hr il HAKE
NEUEFNEE XA [F] PCOS FEAR 97 25, I 1PPAL HAS 1 2%
2k, BT GLP-1 Z R shH1E2) )5 PCOS B A HE
AR R AR B P e AR 2 B AT AN S, I HL S 45 24 i 3 P ]
Ty 8 R AR A B S 3 XU 45 1) 4T 7 A SR b A7 5 3
WA I PRAFF 7 18— 2 B
M XU X s
HNHITERAMR (RBERIGEHE ) W (R s
0 2 5 IR 0T 5 43R ) R A 8 (T 55— 1 e
PRI AR ) DRI (LIRS — B R MR 24 37 B 5 PO AR
A (PR BRI I RS — BE BRI SR 29 (ISt s = e
HEBEAERL) A5 (TP A — B B AR P R ) 2 e i
VTR B IR 55— BE e 0 S0 MR ) 44 5 (oLl k2 B 5 —
BRI AMIEL) X (T P G BE 45 4 B2 B2 I 40 IR ) X8 7 (T BR
BERHACS BR R 55— S BE P AR ISR L) (X% B (i S0l A
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