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[ Summary] There is currently no universally accepted diagnostic criteria for polycystic ovary syndrome ( PCOS)
in adolescents, and the choice of treatment strategies remains controversial. Based on the latest national and
international research evidence, guideline recommendations, and clinical experience, this consensus was jointly
developed by experts in endocrinology and metabolism, reproductive and gynecological endocrinology, and
pediatrics. It provides evidence-based recommendations for the diagnosis and management of PCOS in adolescents,
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focusing on eight key clinical issues, with the aim of assisting clinicians in managing this patient population.
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Z B O 8 25 5 fF ( polyceystic ovary syndrome,
PCOS) J2 5 WL 1% A= 58 N 43 W AR 05 , Hh 38t 4% /1 2R
RERZFR 2S5 25 KM R HEE
A i SR B, A B SG TR AL 2 3 e kR Y T
BFEE,

PCOS [ &R IETE 15~19 1V HHEB (AT
A 10~ 19 %) ZH U B 0 S BERT 1, 4
BREHEI PCOS MBI RAH 6.3% ([ PryEUESS /b
1E) F19.8% (JEERFFPHRIE) , A3 B 7 b X W S5 /5 T 75 K
LI P E 20 10.3% (REREHRE) DL BT
AN HA L RRIR M, I AR PCOS 2 W7 FiR
7RI AE S DL, LA 2L A0 7 2 A A BRI AN RN
PRI , A S0 P 2 A 5 AT AR P 430 DA I,
ILBF R ZILM S5 456 W ANt oT it e 48 et

PSR SR RSB BT 8 /i R S B[] R 45 1
TR REL,

8] & — . &£ 4y B HAIN{AT IR 5 PCOS B XUBE A B2

1. — R R RHIE S s AU

B PCOS BUbE IR, H 2 )L PCOS 1y XUK:
ORI 2~ 5 A 1.4 A5 RESEZ AR RE R
2 YK &K (anti-Miillerian hormone , AMH ) i3
BRI (K 10 L L) ERAH S % kA
PCOS R, B 5 BB s AL 7 41, A PCOoS
QIR ALK LTS BSOS RO B IR B 2R A 28 R
R PCOS RS fE &

2. A A R E 5 R XU

R AR E L B R BLLE A K L
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B ERDI eI B (B BLR T 8 ) sl
558, (AL PR I R HE R 7E 130 ~ 185 wg/dL) Al #17 dafix
PEPE LA U IO R AR ZE AR S
PCOS HJ5 UK B IS8, PCOS FHDCHRAE T A5 o |

3. AT IS MR SRS Pl 7 5 R XU

T ARG AR B 2o 7 PCOS By AU 34 T 7.86
1%, BRIV A8 4 J5 VR 3 0E 8, X b KU s A e
T A I 32 25 Pl U T R B SRR O T & 18
PR P g 0 B A S Ao PR PR ) R A
S 55 BT -S4 IRhes | f2 3 PCcos iy
R,

o — . 5&H PCOS 2EFMLIFKRIN?

1. A&ZE

B 2~ 3 AE N ZENH Sl s JLE H
2 R NG H AR FLEEF PCOS & A2 X
Rt . A g A g W K e R RN Bk
HHA (R R ) # T B PCOS Ay £ 2l
IR Z — o PR A U [ 14 2 5 B N 0 A 25 L 45
PRI S A7 AR s ] 222k, W03 3 4R N AF
TETCHEDR H £ M %29 i 50% , 91 5 ~ 6 AE B A
10% ~20%""> X EEALL PCOS 5 56 ek Ay s 1 .

2. MEM RIS %

P 22 B S B UL PCOS MR ER B, K
2y 80% 1 B W L 42 23 1 B4R B8 A8 I s, (H e ~
Ry PR O ZR IR TP ~ TR SR TR AR B
ATRE SR MM R A O, PCOS M W e T 1/3
Ab FRER | AR R MR M s MR RN M )
JEE 2 S 2, AT RS B AR T k2 B RE
1K 2 70% ~80% 2 PCOS, EM R it Z i Z Bk
FRERYZE A T LS N s 42 LA R R
P S R T

3. DR UE

PG 2 4F 3 AR A 4 AR5 A 40% 35% Al
33% )T A7 2o 22 0 U0 55 PR 4 O O BE 22 AR
( polycystic ovarian morphology , PCOM) "' 5 & ]
B PCOM A— € 2 BB, (H IR W) ) A H 48 5%
H(E) R HER B HEA PCOS,,

4. AUZR B IE

fRIHZEEAE (metabolic syndrome, MetS) $§ ZFift
Y SR AR RS AL HE L e | JBE 5 R HRHL (insulin
resistance , IR) | MUK | LA A PR R 25 19 5 % o AR 4 AN
A2 Wb e, 5  PCOS SE 1Y MetS & AERAT
4.08% ~60.78% , 2 [Fl#4AE PCOS ARFIY 3.32 fi5, &)
JE e KA 3T o S PR N R 7 /AR 1Y 3.97 57

5. EE IR

HEREYS PCOS W) & A= AR JE % V1A &, 30% ~
40% 175 W PCOS B AIFME SR ) 1 15~
19 % e v B2 AR e K i FE AR 2o b PCOS 1Y &R
R0 R IE /AR E L% 2.95.6.73 K 14.65
52

6. TR A 55

IR 7€ PCOS [ & i UL, H ol 57 F (R 5 45 5K
(body mass index, BMI) , = il & 28 1F 7 7 bl #2155
PR HHEN PCOS B A1 8 I 5 2 BUBE H I
NHEE 509%™ e it Z2/5 /0 FE g Wl /048 5
IR LA %, HAEY PCOS B & B & 3% 25
A7 351 2 TR FR 95 4 & A XU T, K2 1/5 19
T AWM PCOS 5 17 75 M it 12 32 i (impaired glucose
tolerance, IGT) ' |

7. BEARISEEEL

HAW PCOS B W AAFENRIC I AL, A IR0k
O RIR I R R AR 1 I
iK' B PCOS B I B S B o LY
F1] PCOS HE BT IMER A PR , T 206,

8. w1 PRI ML

N PCOS H A 155 PR R MUIE A4 2% 2 2R S il X 1A
B 8.2 45 AW KB, BMI J& 520 £ IR R
KRB R & i b IR R MM IR 5 % n] BE & PCOS
2 DR R ILAE & 5 WL A R A0 R ] PCOS
BB TR E A R, 7T,

9. 145 2l Ak W% A% AH < (49 B 17 5 JF 99 ( metabolic
dysfunction-associated steatotic liver disease, MASLD)

A IFIEBERY T AR PCOS B35 1 AR IHAR SE M B I
PRI B R 538 50% , 2 [ MR Lo % 0 4 %, &5
2 RUBEPRI (type 2 diabetes mellites, T2DM ) 5%, = 34
FIMAE 2 PCOS 5 MASLD B & A RS

10. 4eE % D =

21 67% ~85% PCOS M HAEAEYEER D= )5
HA IS PCOS B LA & IR (IR L 40 W
IR AL 45, 53 & E MetS DL e 2 K
S IESE

11, 0o )

BRA L (s 2B H GZAL IBRES) F2gll
FE 5 A PCOS 3 5 5 H B0 B ) 8, LA
AR AN R R UL, PCOS HEE MIERAE Y & A R 2Tk
PCOS %Y 2.21 5, B o > B 15 4%
M BIKRE ST ERNRELIEES PCOS A
ARG R SR TR M TR R AL | S I R Il % HL B
S B SN AR W S 25 8 I R Ak B & AT o, S 8UA R
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12, F B NS 1

A TR HER | 7B PN B2 o — e 38 3 3,
BRZ B R S5E T E N A,
PCOS FB3 15 N B0 A 9 A8 1 & AR ROz vy F HoAth
IR A 2R R k= IRRE IR R
1t 22 R J I B AR AR R -1 KO T i 0 A ek <7
fER R ZE

13. i R L

e A %5 D | B0 T RN, xR i B
R PE N RE S = A s, TPl 5 3R 2R RE , 12
HEOP SRR A R, SEMTAR E PCOS KA TG E
JHEECARNERE PCOS f35 , BRAE AL B A8, HLAERS
PR 8 B, 5 s Al 9 2R 1t A P B A o A
%[34-35: .

BE=FRHFEESEHEENRRRABE
152

AERLRER B PCOS (3% T Fo -2 A4- 1 i ik
RS SR IEJHE T 3 PCOS FR 8 I 5 2% BURR
FEARE R, Sk A LIRS B, 167 B 15~
20 % 1 PCOS #3# 1, BMI>25 kg/m* B E 5 56.0%,
HA R RE 5 79.8% , IEJE 8 5 PRI R 45 G R R
FISEAR, IR 2 AR 0Ty 3 o ™ o, =k T il oA
AR5 w1 Lo B T AR IE R AR R A R
(luteinizing hormone, LH) Fo H 5 O i ) i 2% (follicle-
stimulating hormone , FSH) /%) FUAE T A s AE B
B IR HIRARAHGINA O, MR 3 W 5
B L S0 AR G 2R 4 X6 sl AR X3 A Y 5
AT RN, G IF IGT BT A1) PCOS B v, AL &
TSRS HEE 2 RS RIEEHEES
FEJFE £ B

Bl A M . & & HI PCOS a2 i ?

L. W

L5 B N AME R b o BE 12 W 3T AR
B GAH  HERA IS WbR HEAC DG 2018 R 22 28 B S 25
BAEPESITAR ) , RUF E E 3 M2 4k (1)
WG A 2 AR 2 /0 2 AR B 225 (2) i ER R I
PR S o HE PR AR 5 (3) B T ON SR 2RI,
FFHEER HAD S R HE IR B A A= R 1 2 AP . W+
SLFAE PCOS FRAF(A AR IR S Wb v sl 7k 3 W 251 Jn iy
FARMIRE, B v MU AR BEAT S DI RE DT, H
RZIB AN W% 1,

2. i EAHEBR I

PCOS (2 Wrifs ZEHERR 5 & HE DI A5 A e i
Z A UL 2,

B R . 5 FH PCOS & & py i = 8Lt i
7

T AR AE I, BB PCOS REA & A
R P2 B AR 2L, J5 & -5 2 000 i I A 8 1Y & A
YIS AR 2 L 3,

B 7S . F&H PCOS 2EWNMAET?

ATHIRTT H b5 st sy B 22 A1 IE
T B AR 2R AL B X0 B I T o 136 7 H A
e A A B A AESORE D IR LA | e R 4
I A E KU, 38 e 2R 15 B, AR T LT e
A PCOS ¥y i —4 T B, s A -~ R bR 4 2
O X

L ARG 7

(1) DREE B B/ NC AR e AR
SRATHE T P S el I R 35 AR AR

R 1 HHEWY PCOS WA F Y B K 41 U]

ik

A G EHIE 5 A REHERRHE DN REA% | 26 BLA 1T LA
Wil 21 d 22

LW 51 P[RS
A&5E E 1~34F A2 AW <21 d 5>45 d
W 1 AR fE—H & J1>90 d
W 3 4 A28 <21 d 3>35 d 5 <8 I /4E
SRR b 22 >15 B WF A B 3 A ICA &KW
PR HEFE R Ferriman-Gallwey 7EARZMN BACHZETHWAYE LT , X 9 A~ B K X 5,
HREM  (mFG) FERITEZ IS TGS = N N S ST N
WA ) ATV, =4 S H L BIE
FEME MR R E) 12~ 15 B EH AR RN R KT 2k B kA
Jiigng T 25 A T ARG Vi 5 S IR, T 235 30 B R 2 i = i 25 1l
IE MR
PCOM HetENE IS (2B ) BAA0) AU I BT AR 2~ 9 mm AU BRIE A= 12 4

HICH) B EARRL=10 ml;
BTN P4 > 10 mm AT B30 B AE LR 10
AL 5

A A, VA LIS R B ORBR R 3
AL, PP =2 siaT iz

FHMESE A 2 3 A BRI A R
T M TR S 2 AN AR S AR S 12 R
£

T e = 7 0 4F PCOM g i, 5 25 B 9 A
PCOM ﬁ*ﬁﬁf\‘{ﬁ,

fr A H A I R A =D 1 DA

1 :PCOS: ZHIVHLELAE ; PCOM: UI §i ZRAFE
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K2 FHHEM PCOS BLMLHK

- 911 -

FIEHEIP R | H 255 B HALGR

LH FSH E, IR S L,
— L =l ! Uit T ki 2 PRy E 3 RS Bk P AR o R s
e R AR AR P I 2 M R AR T R R Se KT B AR I B RS2 % (A0 Kallmann 85 1F)
B SN iR TR A B TR/ T MR A
A0 D R T A8 A5 i JEYe B B TR/ YT
AR 30 (A DR s YRR Hofls o5 725087, ANk g LT B
&I ig
30 GH: GH IGF-1 T, B AAE , B AR KA
43 PRL; PRL>200 ng/mL i ] 4
S ACTH ; ACTH 2 B B B S T 157 , A8 TR TR 25 | B JBR SR 40 5%
R MRI(H R ) « SR s R AR
1 1 l/— Turner 255 1iE JEUK VA 28 EUA RERRARSARRAE , Qg N M BHAE
0 R B S 5 RAE A B s FAR/ BT RGN
5 M R i 2 g
ST PEIR LSIE
BB T E|RZYRHLEPN = WG, B ULEY 21- ¥R AL B = 0 FR 3 1058 17-F2 240> 8 ng/mL 1] LUTHS , RS T 2~8 ng/ml,
3G A AT ACTH 3R R 5
FUE H G PR A R A R FEWIR, BB E T BRAY 2.0~2.5 FFLL LT HEA OSBRSS I A > 800 g/ dTL EEHE
AR
Bk V2 JOCI B Tk 545 i LR, B R G TR B R PR | R SR SO ARAE
AT A 155
HEMZE HERThRE A 28 A P R AR I H B 22 B, o nT R A A 2 2 AT S e B
FRER 2 B2 B R R 2 PUMAR 2y O 25 55 0] LS e Lo M HE BR Sk R KT

T PCOS: ZHEONHLEGAE ; GHAKIME s IGF BB RHAERKE T; PRLAEAR

=3

F W PCOS B CIEEHL A I 2 i i

TH

PRI 5

P

BE

B/
AR

IRIFHREL
[ENIFE
JHEE v
IR 2
WER

IFG/IGT

ey
=
=

b
=

DM
AR B i
H

MetS

MASLD

10~ 18 4% i LEHE R AR R SA0MGE 1918 2R L 24
kg/m? 1 28 kg/m?® B E O FUE 5

DEXA B BIA 3 S[RIAEIRFIPEGATERYE 95 TT4MuAL(Pos)

10~17 #>0.46 5% 18 H LU E>0.5 T3

TR R IR RRR 2~ 5 fF e IR

TEFFFAREHER IR, 5 HOMA-IR =2.69

OGTT AR 5 220 WA e W (KD o RE I A 10 A5 LA L B e %
2 120 min SR, 5 180 min A S FIKEANRERF 225 KT

IFG 5.6 mmol/L<5S I i <6.9 mmol/L HAJS 2 h Ifiiff<7.8 mmol/L
IGT ;7.8 mmol/L<%&J5 2 h MUK <11.0 mmol/L HZSi& MK <6.9 mmol/L;
5.7%<HbA,. <6.4%

A = MAEER F FPG =7.0 mmol /L 2% PBG I =11.1 mmol/L 5 HbA
=6.5% X FEPLILIE = 11.1 mmol/L; FTEAEAR , BIAEASE H 32 & A

AR 2 S AN 45 B At s A T2 T

PRI 2 YAGNE s T [RIAER | S A e (A (Mg bt )

R PERE I LR = [RIAF I8 RIS LEERE Y 90 B A (iqE (Pyy ) , 3k
AHNDEE S, RIS 2201 2 T,

(1) B 1A OIFG . 23 M L4 =5.6 mmol/L, @F IGT: OGTT i1 2 h 1L
Bi=7.8 mmol/L,{H<11.1 mmol/L, 35k, 2 FIBHR 5

(2) I e e = (R4 R LB IR 1 Pos ST i = [RlAF 4 [R]
FERDLEE LERY Pys

(3) IR e i 4 1 IR [ B HDL-C) < 1.03 mmol/ L 55 Ak 25 25 B NG 2 1
JIE &% (non-HDL-C) =3.76 mmol/L;

(4) & =B H M (TG =1.47 mmol/L)

B I A TR 2 R SR TR R B> IR W (8 B FRAY 15 f9E 4 3 4
HULEAER MAFLD (Wi

I BfIST
g#.1~31H

I BfIST

A 1~3 4,

S 3~6 A

[ -

[ 1

[ -

A

VA EPERRE RO

PP PERE R bR
WASHE ], 52 F AR
P

BJG 2 h A OGTT Hl 4
f&

R EDLE ST RIS
HERE SURIBT A L) 2012 i

ML ZE AR TR I8 5 s 12
Wi 53597 B F ) 2018 il

. PCOS: ZHINHELRBAL : IR [P ZAHT ; HOMA-IR  FR S RIPEAG A B 5 ZAPTRE #; OGTT . H AR A 2 WE i 40 5 TFG . 2 i Wl 32464 5
IGT W 32451 5 MetS . (R BH25 G F 5 MASLD . AR50 G Bt AR 3G 14 i 1 14 S5

[ 20% 754 /My Z2 ke RIS PSR A EEEY  BSBTE iR e

rh BRI AR ER AR AT IR IF R, i SRR LE D4R
NEREE FRFE 7 (2024 4ERR) Y7 AR AE JRE B 2 gkt

E/‘J%?j‘ko

TEA LTI NERE , % T LA
R R TR 5 AR B AR TS LR UE LY 3 K
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(2) IBARYT : TCIe NE Bk SR IE e £ 2 R A LR
FrRWE s S B, iz gh e X A5 i 3 R R 22 1 ]
T B, B/ B H R R DT 3 Ik
60 min H R F R A EE g, A AP LiE o, o
JE TR1ER I 25 ] DA i) ] A aob i v e A0 7 i
DAt A2 s 45, Al R R HR 3 AR A R B 4
B LA AR R AR AR B fe7 | o 25 52
BT RHINGRIR G 8 7 SR AR SE LA & iR, B8 &2
3R BRRHEAT , BUBHIG UG EIE e 28 2 IR (s
HEZEMEM,

(3) PR FIAA 5345 B 1A i M (0 G2 N Ik i
) i @/ A B LS A RS TR B H A 56 A AR
AL DA G E/ AL A F PCOS M
HHH) 3~6 D H IR ILRIATE Y 5% ~ 10% , Z J5 58
Pl , BB I R PR B R AR TR
ARER A ATRENE IR 8105 F EThae™ , R
R R 45 A AT (] 2870 1432 B I 3 B A R 4 P
Jiti, BUACRE 2 il Ve R AN Y X TR R A
W PCOS B3, U TR 4 b il AR 7 42
R 5 WA A G A 14 B 22 A X 38 fin 1a) 2, B 1k
H AR iR X, 45 G BT A 2]k IR BEAIK LH 1
SEEKE DR AR HEI A H A R B LR AR
X A B AR REASFI] 75 45 TR LS

(4) 158 T8, A 847 0 T 10nT LU B PCOS
SR IR A 0 O U R A L B R 4
FEW P ERRES R, R R R G 28 , 55 9% R AT IR
BAT N, Pl B WU (B4R TE 20~ 30 min HH) , K
AN Z AR W RS 25 A3 AT A, D A Bl
fib, B RERE 220 8 h B4R R EAR

2. W H & ZEEL

GO W SORER e AL SIS RN & 5 i
277 11 AR skt 42 25 ( combined oral contraceptive, COC) ,
k5 1k 253 1R H oL, 7 v AR 2 | 20 T ARGR Al

(1) 223 RIHRGR « 5 254 Ho s 22 B ok fk
HOURER S, OFIAEE 1 AF . R H &t 2 Mk sk
AN BN 2 I 5B G RS, AT B ISR . Q9]
Ja 1~3 4 00K H R E 2 21~45d, WH &5
14 K (d14) 2457 #8425 K 10 mg, 2% 14 d; 4K
PRI L 0 A 3 Y P A IR 24, an A 2k |
d11 UG 2 iESE 14 d; H &k 20 d5 iR 2, &
2220 d, QW 3 4FE . @BUCK A 45 R E 21 ~
35 d 8 =8 MR/, B 1 AR Z 5 ARAT — A JE
ANE>90 d, B FE 12 R e T R TR Ak B e Ak
TE PR 205 LA AR A1 oA B e 2 AU

DEHE B PCOS B35 RN I A P2, 2K i

HHEOMIECEBE RS, FENBCAH 2SR
PESEFEAE T, PTaad JE a2 A 2 38 3R ARG P i s B H
L

(2) M/ 2R P TUAYT a T HEMER L, 5
VA Bl R, 232 98 2206 7 J0 T R ) FRIGIR a1 R R
W25 178 B R/ 4 e 2 RN 8 R M+
JEZEE R P RE R 3~6 S H o P13 AE N B R
H R ST A o, AT A 25 R B, N
BE B REAA KA BT NRI R MRS R A
T 10 DI N FH 28 B ARG L

(3) HRL COC . 3& H T4 W I e il 5 8 P 4
J& A S 2o IR B H 25
JE R - (RS 20~30 we) SF RN 3~6 M,
P AR TRGE T R I T AT s 2 W, A0 ) 22 Y
PSSR0 AT 3 5 R SR B HE 3 K AR I 22 B R (b 22
i) R RGE 7%, H CcoC R T HERRZE 2, BMI =30
ke/m” 38 FANHERA T, FH 24 30 10 e 2 i A e 2 AU

(4) SEHFE LAY Lk i Ab BE . 40 & A 2ot K
HE I bR it BE, cOC AT B A U1 R Y 1k 1k
F R AR R A A RS

3. i HE R IRE S AR AR IR YT

A IR B PCOS SR, o BV ER il B e e
AR5 TR 55 1 5 38 I 2% VDA G, A 3 O =X
I IR 259 HmlayT SR )™ 8 5 1] 45 TR 24
Yy, BEMEZS PR COC, T F W — B R 7 1
PR SRR R AR I e T R s 3~6 M H 2 E
iE 6 AN H DAL, PR R T B HERR S i R
B4 g B aR e U I R B ST A RE A

(1) %% COC . mI Mk LH 430 , 9 /b B SLF0E
T R T S, 4V ) S i ] LS S P A, BELUT I
R HHZERES G R IR S GERE A, Ik
R g b r Rl 3~ 12 AN SR SR B 5 2)
BT , R AR R AT T ak s iR, K IR A5 i
B NN AT S Tanner VL L

(2) BZ P9 g . T BE T 40 M (5 3 P s M 1Y R AL
it , 0 O SRS R AR R SE R S i S
HEBZE 2RI ZE A . 24 COC JF RN B A 7R A% S
JE T, 50 ~ 200 mg/d (HEFE 100 mg/d) , R
W B

(3) FERRBHATT S8 8 5 AT B sl 65 R/ 1
NIRRT TT 2590, st SR F Bk SRS 4 R A b
HPtAERSE, X COCIRIT 12 MABRKEN L E,
AT A MO EY HIIATT . PCOS B 2 B s K1k
ZERIRITMERE K OB A COC T HE AL B 4y B R5 A 1Y)
RBRCR
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4 WWE Y K TFAR

HERE PCOS B35 A= 16y =X 1 FUs 3 R R AR ]
8 LAV EE 250 , G i 7 Tt R AT ) 7] ( SR R Atk )
JERTFHH 2 A BK-1 52 R 3 3 7] ( glucagon-like peptide-1
receptor agonist, GLP-1RA) ( F] $i & Bk fl =] 36 #% &
J) B R B R Al 9% B 2 R B
J& (FDA) 41 #EFIHL & BK 3.0 mg FlI A AR &K 2.4 mg
T BMI=30 kg/m’ 541 4 BMI £ [RI4E# B - 95% &
R AR =12 2 /DA B I E IR YT, BN R
HEAEBLZR 25 AT 18 2 LU N ABE, @A IR RE R
12 25 DA b g e sk AR 0 Oy X B & — HOBUIG
IT ICHEAT B AR S I RO, SRR IS a2k = |
A UICAN it 37 2617 L Bt HEBR FH 24528 2 01 B S0 1
W5, v 2% R AMG 15 /D AEIE ROE R 259, 18Y7 3 4
H DAl 7 ko i 2 7 Ak A P, 25 30 ) v 2
BRI, HAth GLP-1RA 25258y K 51 3 2 MK
it e B 5 K £ K ( glucose dependent insulinotropic
polypeptide receptor, GIP)/GLP-1 X3z A i 0 5 LA K&
JEFEBEZE (glucagon, GCG)/GLP-1 X2 K sh 77 i T
FETT DA N B PG TR E 3 A PR, A R S Al 7
TR AR BRI AR A R F Bz — (B
HARFARHERE HI T B0 PCOS i

5. TR SRR iR

(1) —HWM, &0k IR % 28, v T 10 2
KUL L T2DM BYIRY7 . TEH & PCOS B, —H
SUICAT REAR BMI R L, st IR BERR AR A A & 5%
WO B FERE O RE A TR B PR S UE s
g HEERFH TR IR A9 PCOS B, % BMI=
25 kg/m’ (R B AT B R 5 COC Bk AR IR H 4
JEIM B e, R U RS 2 g/d, AEAE
JERBE 1.5 g/d, fEE K UL/ R O 8 IR A F 17 R 3 1
o FEREC Kk VS AF 250N KR, /N i
U BV PR G N B TS RN

(2) WE M B — F 2 25 9 ( thiazolidinediones,
TZDs) - J& T3k £ ik 42010 0y T 434 5 400 8 0% =2 1R 8 36
R, ATDL R e IR, JEAEREE B PCOS BE Y
5T R SR NER 50 mg AR SR 7.5 mg A1 HOBUIR
850 mg /NI B A (SPIOMET fit J7 ) 762k 3% IR T 57
1 7 UURR S HEBR 23 5 TR T 4888 COC, 36 AT 8 35
T PR A RN B I RE , RIS AR T kA% 1)
Tl g 2 R O RN ) 28 A 300 A 3 SR T U R
RS B K i S A DA EE R T, ] P R
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FERACEE TR 7 T A3 B4 08 PRy R o4 Al ) ] s ] 3
1 HF PRAE USSR TZDs AHC/K I, T4 9F TR MR

JEJERT B PCOS B35, 50 ] — H BUIY 7 4% R A sl e
VR AZ B, AT I A B N R R A% B R S B
SPIOMET J5 & (A PR R#) .

(3) /NEER ( berberine, BBR) : XFRETE R, AR
BN B e 4 I R B A B i BB R0 I8
J7 T2DM , W5 s, B 0] DL PCOS JBE Y IR M
FRUFZEEL , 28 °T LA S 18 05 507 40 A Lok 2 o A g 7
R AR M S 3R | IO HE B 6 2E B SRR P A
ET AR PCOS B35 v /INBE G I £ e MR ) e e (A
S IRT B A S IE T 24 BMI 25 R s AN s
R 5 R A e R O NBERRA T R
PCOS MG UETEYE 1 A BR, X5 4 3 IR A AL
PCOS fF I RN FH 75 T

(4) JETHBE R AR IR-1 52 138 8h 7 ( glucagon-like
peptide-1 receptor agonist, GLP-1RA ) F1%#-%] % ## Pp 7]
iz EH 2 M5 ( sodium-glucose cotransporter-2
inhibitors, SGLT2i) : FDA It #E#B4> GLP-1RA ( Fl$7 4
IR 3 ST JE ) 551 B R K ) AN SGLT2i (S8 371 v
B — UG & 7 390 s A 81 ) T 10 %2 L)
LFF DA T2DM MR I E R E 18 B LT
T2DM ABEffH . #EF 6012 T2DM 188 B/ 18 Bk 5 &
1 PCOS 3, A 15 Oy A HACR A, = HOSUIES
S AN AZ CRASERAR R, HERR 25 W88 = FLA W)
FORTHE T, Al e £, E R R N N il s
(GLP-1RA) FlA: 5 WA PR 2 8% G S e (SGLT2i) o

(5) S X TR A 1 BB 2 OB IR 1 i
B 2 TH R (45 MO = 13.9 mmol/L 5% HbA,, =
8.5%')) ity PCOS M3 AT J5 JH B B 23657 , Wl ih 4
L/ NE R | O s ) J T 2 e oAy S s 4 o ) R
7% I UK,

6. 2 1F M AR 2L

A 5 T T 6 AN JE AR 2 R A 1 IE R
(low-density lipoprotein-cholesterol, LDL-C) {/5 = 4.9
mmol/ L, $E A TT 24 2454 8 JIE [0 P R A 9 il 351 ( a4k
Pradi )y 7o, A W A Iy fle S JULRR B, K3
Jet e P EARHE A T 12 2 L B Al G TR
JIEL T 2 A L e = B H Sl I A S8 LUIR IR K
BEAA RN AN T B0 E, BAT G AR
SR AT OELTL 7/
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NBE, AEAR A At b T e = RS PRIEAKSE , R T
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8. MASLD G Y7

/AR MASLD £ & F gtk | 18 /i e 21 4% 14
P& A5 AH 5 B8 B PR BT 28 ( metabolic dysfunction-associated
steatohepatitis, MASH) , &7 MASLD #J PCOS £ ,3
AN A A 7 TGRSR YT (B
it 3AEAHERE) BRI 2.0 g/d; INE 28 FE T2DM
SRR T A AT — O I fE R IR R 3, w] R
A TR XU . MASH SR 77 3 ~
6 A HPAEFIR4EE K E(800 TU/d) 1897, MASLD
PERF D 8 5 % o MASH 3%, nl Iin &2 5 H =g
B NR AR B SS AF25 1% A I AT B A I S
H A MASLD H8 35 ] B F X MASLD 35K 25 /% 96k 2 K2 24t
AT 2, U GLP-1RA 25 | HARZ FRAA

9. BFFI#NTT

JULEEERT DABK 3 TR | R 3 2 | o3 a1 2 B
hee, B RAFm 2, MR 2 g WLEEAT DLk 35
13~16 % HE W PCOS BE 1 BMI LU AIH R =
£, wE R EER COC Mg H 5 COC B ml DAHETH
HAE17~19 % PCOS B4 51 & 1% 14 5 F BMI 3
I, R HXF PCOS SH e ™ @A IR Y
BE AT BIN

A FEdE R D XM PCOS A& Y BMIL IR | Ifil
[ERIN 1K= SRR Y A R I R =W PR 2 (a9 2 SR At )
YERY BRUH RLR A 4R 2 D, IF T 78 1 H il
FIRFEAN TN 25 (OH) D K35 F] 30 pg/g LA LT,
#b T ) I B 1k

t A= R LA 2B JORD 78 550 76 05 88 F/ BB PCOS
BE(15~48 %) B RS BIBIPEAN A9 9 5 R HKPT 5 2L
(HOMA-IR) %5 & Il 4% A 5 25| B AI% LDL-C A1 = Bt
I, B R e A O A M R A A Rk
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(AR ) AT 4R B

B & . N T AN XS FH PCOS BE RO
TE ] 737

1. i

OPRREA LIS PCOS HYHE & IR 6 £ B9
JRRER A SR, B R EEEAL T B
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2. U RIS RS E S HE

INFIAT NI 7% (cognitive behavioral therapy, CBT)
%52/ KA T 15 (acceptance and commitment therapy
ACT) AR O B BB T 7 s, T B O 3L B BE AR
ZHET . SRR T OO 5 B A O X
EHME GG AT EREENARNASS A
15 SEHHERRE RS 5 8RR R 5 ) e it 22
AR

R\ WA F 2 A A28 B E A PCOS
£2E9

T PCOS S 1y B A5 | PRl A2 IR T e 15 WL
A2,

& 5
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B HER B O B, 5¢ 2R B SO 328 19 4 A #)
Biifa . HRTET X A = S A U g b AR
AR A I A 1 05 U BOS SRR 455 A
ZPMNRT SR S T A A T B AU AL AL B
FEMIAE, PCOS Y i fi N R AR 7 2 BRAR W SE YR T
HAEA LW 8 ) Eor T2 Wi Al . 35 7
PCOS f38 ) B i 5 A9 9 1) A7 BRLAET 122 (LARR BN
Bt F AT 25 IR T ), bk = 5 — 48 5 5
o AR EIT R g i R MUY I PRATE S
AR B SR R R

LEFM
S ML [0 e % | 145 X B A A S £ |
AR 518 B %5 AT R A R AR
MuifEE® | |CEtEREE | | PAAREEER | | SERRGAEEE | | KamibEgiTER
BEE 2 EiEE Ji A 4] 4(PCOSQ) e Rg i i i %
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