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[ Summary] Polycystic ovary syndrome ( PCOS) is frequently linked with overweight and obesity, which
elevate the risk of developing PCOS and intensify reproductive, metabolic, and psychological issues in patients.
Effective weight management is fundamental to the treatment of these individuals. Drawing from both domestic and
international guidelines, recent research advancements, and expert clinical experience, this consensus provides

diagnostic and therapeutic recommendations for managing weight in overweight and obese PCOS patients, serving as a

reference for clinicians in patient care.
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Z O B 28 5 fiE ( polycystic ovary syndrome,
PCOS) f 2 UL P43 I i , A H 22500 =
T3 3R IUE N (B8) vo M 3R I PR 3 B R B4R AE 2
LV HEDT R AR AR 2R AR K 2 RO BRI 1 R 2
— ., IR Wb i, 2 ERE W kb PCOS 1Y
BIRRA A 10% ~ 13%"" , HE 24K 7.8% i e
/P e v A] ik 28.3% ) PCOS B bk R
VI A I R IE SRR | HIX A~ Ho ) 2 AR
PRt B ER/ALREAUE PCOS 1 U XU 34
Jn TRl Bs, 25 50K PCOS A% B 1 1% 5 2 K4 (insulin
resistance , IR) | 15 A 38 2 i AN HE D 2 5, £ 48 3
RIS L AR S O B R R R 3 5 A e el
JNEJE PCOS f5 35 R 40 JE ke ATHE o 7™ o, A 0058 Bl A
IR E IR 3, R s R R B
R EEINT Y AR S E N AME R T oT
PR DL I B RSB0 B E /IR B PCOS A K
FHAE ST 2L, I R B A 8 B S AR 4Rt
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— . BHE/AES PCOS KRR

(—) FAIEHERT BEE AR PCOS AR U

AT A B, 15 ~ 19 % [y b S B L 2
PCOS &A= 50T Lol ik 5 10.2% F1 23.1%, 18 %
AR HE 80 ( body mass index, BMI) =30 kg/m’ i % 1%
Fe e B PCOS BRI I 74% , i H. , BV SCAR f 44 F
WE B EFIEEN, § & WAL -5 BAF PCOS Bk Z
(] ) B DU AR AT S5 A AE

(=) AEJHFN PCOS AT REAT He[m] i35t 1L 5 5

— AN RMUB Y 42 5 DR 20 58 SR T T 58 & B
HEEFT PCOS Z IFEAT 16 A B H IR 2 51 (single
nucleotide polymorphism, SNP) , i $£ 5t [K 5 5 2% [ it
AR IR E IR RIS E K E R R
FEF RBLL R Z R AT, Almawi 51 BIESE,
NG W & & 5 B JE A 5% (fat mass and obesity associated ,
FTO) JEPH iy SNP 25 52 BMI Al PCOS £8 97 KUK 22 [1]



« 2 AL ARSI 2 AR 2025 45 1 HEE 41 %5 1 ] Chin ] Endocrinol Metab | January 2025, Vol. 41, No. 1
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(=) HE/ALHES PCOS Z B AR HAZ #E T8 B
(EE

NEFEAEE IR 055 8 &% 3R IfLAE (hyperinsulinemia,
HI) B 2E 32 PCOS S8 77 o M I 3% PR 285 R B9 e
15 & A 1Y B AL 2 — |, L A A A S (an 2 2
BRI ACHZR G AE) AL < 087 . TR I HI nf 3
% T B k-3 R-50 # ( hypothalamic-pituitary-ovarian
HPO) 1, {fi %5 {A& 4 hY & ( luteinizing hormone, LH) 4}
WIS Z2 A 2 B I R 200 i S b 5 22 ) ME R T
I & R P i K 45 & BR 2 11 ( sex hormone-binding
globulin, SHBG) , £ /& U2 19 1 ¥ ; [W] iy, IR 1 HI
TR BT S 14 Jir e B Y0 A BT 08 B 412 3 D S AN
PSR L I IR & F FECR RN, 1L RERE
KT PRS2, 38800 A B384 2 R 8 1 IR 2
JiAh IRl D REZ L (IR Wi ig PR AE g 7 R 543
WA VAR B A 1 5 A5 ) T e MR SR ILAE R D
AR I HE R A oA AR R RS
R HEBCR AR PCOS SB35 1Y 2R R4, AT LA ]
JI 17 53 fige A i 017 4 PR DK o s A o (I HG
TGS AR I PES B | 5 A B I 0k AR, A2 AT
PCOS 3 PN I i 1 2H 2 i) 6 IA] e s R 1 o 4
FEOES B PERARRL, B2 5 e B 2R 55 08 D7 4L 2L g s
T A OE

= HE/ERE PCOS B MG IREHE

(—) TR

e FIIE P2 N B 1 PCOS Yk i, 3 4R
WERBAE RS, FEAIE SHBG MM 3 i 28 16 1, T
S A IR 2RI i I o 4 A
JRLZRE BT 580 20 7~ 1 A C By A 1A% I A 6
95 ( cardiovascular disease, CVD) XU Anaad > . HERE
f) PCOS 2 # L I i S HbA, 7E 5.7% ~ 6.4% , L i
2 AUBE IR A ARSI 14.6 4%, J5 34 (A2 W7 B 8] 76
2 PCOS 51 2 A & 5.5 4 IEJE PCOS 441
Wz FE I BT 155 27 45 1iE (obstructive sleep apnea syndrome,
OSAS) 9 [ XUBS: W fe 55 T BMIL DG i A 5. 400 AL b e
%, 1M HLA 9 0SAS ) PCOS L #H %5 5 B CVD i
FARF R ERE PCOS Lo 7% h Tkl i & F
AIERL, Iz A 226 L R 2B S,
255 0 L AE TR TR SO B 26 1) 0, ARAE K A
XS BEOCHERY 2.26 A%, I ELAMARDF 43 B BMI T 1l
Thes 100

(=) B

1. PCOS iZ Wi R AIE 5 S . 2 HREERE 1 o3 U B 1
PCOS Al 73}y DU B . A BY[A] i) HAg 3 NS W IE, 23

R H AR s B AN g bl i 22 IfRE R ( B80) o Ik
KR IHEIN AT 5 C BUUA v A8 3R il A (R =
TR R B R U0 S 2 B R D A HE B A% A
B2 BERE R I, AR B, A B IEREE 5 H
48.2% , i fm T AR $EoR L2 PCOS Y I I &
B R BE/ERE PCOS M M S H
R — B (R 12, Fai f SHBG FEAIK, AT
AR IS PRI R K- T8, B, A S 2 £ |
H G Z G RHEDD 55 SRR — T R,
= BMI 41 PCOS B H HAEKF kAR N 81.8%, 3%
PR KRN 90.9% , 2B R EFN 91.0%, 1 BMI IE
W PCOS HH N 23.4% 56.6% 1 66.7% '

2. A B IA) A, AR TR S AR 56 (R AR5 35 6L 2 itk
— 4545 HPO Hh | B B RE 20 i 5 £ | 2l 28 15 PN i
B AR T AR Z A8 0 Toig i etz
Zp )y ZXAnar, H BMIT ey, AR B UG #k2s ok,
HERE PCOS B35 It 7= 56 F0 4T O M 399 9 e & AE
[0 Ra R e RN TR D OB RS N Y i s B i
B AR A, 8 S AT DA el s HE BT 3 [ AR
ZP A MR E 2500 BN RN B AR B VR T YT
B WD PR R PR AR AR X PCOS A AR
B R Y

3. ARG

(1) IR HI. W5 & 8, IEH 1R E AR PCOS
OB AR AR R PP 1) i 1% 2R HE BT F8 L (homeostasis
model assessment-insulin resistance, HOMA-IR) 125
[ 5 K2 i T, Fp O P A R 5 2 v 10 2 TR
FKFA ' Stepto 4510 3 o R 18 1 2% 1E ) A b
e AR LI I E PCOS B IR KA R E ik 95%,
MAEAEE PCOS He & R 75% , ¥ 1 F P4l B b B
(62%) , 31 H ,BMI 5 IR WA CHETE PCOS AT i 3%
TR PCOS ABE, i —25UESE IR /& PCOS [ W H
BURFAE 57 T BMI MIAFTE, [FIET 5 BMI 25 PIAH G,
PCOS [ 1 IR FUG AL ) 1 — 25 9 sl 42 fif 1 d/
AESE PCOS FE IR FEEE B ™

(2) BRI, SR IEH 1Y PCOS BEHILL,
R L/ U e 5 3 v T A R T e 2 8 1 R XU 1 S ~
6 1577 —I0 meta S3HT BN, 5 IE W X BEAH HE, H HE/
HEJE PCOS M 4 45 ¥ Tid 2% 37 451 £ IXURS: 185 475
A5 2 A PR e AU 5 M 4.66 £, SR I 25
T2 BRI AR,

(3) JeACH R, K2 70% iy PCOS 10445 Iifs
SR R IAE 52 30 U v — 1K™ 1 15 32 8 ik ok A e £
5 W S 7 B 1 B B - [ B 9 | e = D N
R 5 iR AR 1 DL [T st v R 2 R e 1 I
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%, FERE R 53 B 2 (A T, Heb ) % B AR AR I
[ A AR A AL, JE R = e R 0 e
PCOS B MY A2 AL AT LG T3 B0, B L IE &
RTE PCOS £ AN BMI VG g (it 44l A Jie g8 25 o ™
AT HE ERE PCOS B MR 5 %4 9
41.1% 42.3% 55.8%" ",

(4) T XS : PCOS HB 3 70 1ML R B8 3G JXU R 44
I, LIS FETE i 24 o Jfi S AR AT Sy S EARAE
AWFFT R, B PCOS B & 1L B RN 4.0%,
HEJE PCOS & 6.9% ,{HILE BMI J5 , X BMI IE%
W4 PCOS 53E PCOS AFE[a] = It He £ 95 25 22 AT A7
#E, $&7R PCOS 1 BMI AT B J2& = i He A8 9 2 Sl a7
e IR,

(5) X8 AH 5 B W5 2 BF % ( metabolic associated
fatty liver disease, MAFLD) . AEAE i FIAE i PCOS S8 &
1) MAFLD 5 2482 Ft 5, PCOS 45 Jf MAFLD 1 /&
FBE RO I R S AR R R I
B AL BE PCOS B3 MAFLD 855 2 43 il R
39% .54% . 70% , BMI 35 {5 19 S8 38 kA6 I I 2 = g 7
i FVE JE JHF O P 8 e ) XU T v

(6) OSAS ; — I F T AJHE 1% A 78 [ o 14 BA 51 F 5
7R, PCOS G OSAS [ AU 2 X IR HE (1) 2.46
£ 4% 18 BMI 4225, IE 5 | 3 A R AR 1 R8RS X
B4 1.91 4% . 2.10 £5 0 2.25 55 55 46, e ek 2 1
i RN AR 22 7 3% hn PCOS 10 4c 0SAS KU & If
OSAS 1 PCOS A& AETE Bt 52z 0 IR 3™ 61, A7 1 /5
(1) BMI FEE 22 (1400 145 i oz PR 3 (o ves 1 v AL
o MEAER IMLAE 45 ) , OSAS 114 )™ 5 A% B 5 25 i Il w | &5
M52 2 h i HOMA-IR & A6

4, DFRIA)E, — I 56 F PCOS (O Hi{dt FE A 5 1 1)
ST , R 15% 1 A AE AR B B i < O SR
I PR 20 B ] BB ) o 2 PR 3R LT DA o A O | £
J& MEINRERERGAEAY &AE RUES S  Cinar 2577 BFSE
~, 5AENERE PCOS SEAH L, B PCOS & B AR
VEAT FIAR A A6 00 e IS4 5 IR A s S5k
RARE5 A AE (A 20 S0 B B B A O

=) 2 PCOS

1. PCOS BLAUAFAE Y ARAL . B AR I3 K PCOS 3
GOPEREZYESAS  DIINTIE RN PAE AN TNk 6o s T 1}
MR ARSI, T2 2 MR AL
FRSEIN , 2 PR 28 I IR B 2 AN AR B B8 i, e 2
JEEB G G , PCOS oM AE 48 28 J5 T5 8% Lo X R 20 W 25 5
AERE (ER R AU 5 9 PCOS A BRI 22 5 46/, T
REL5 X HAZH PF B AT % B Q5 XURS 38 A 56 iy
WF5E KRB, PCOS HF BRI 32 3, o Ml A 2 /K P e

FETE SR PCOS F8 3 A7 75 2 B fgit BE XURSS ; 177 24 DT fic
BMI J& , 53E PCOS B # #H Lt , PCOS i & AR5 br
AN 1 285 I 1 L A7 AR A [ 2 5 2 I R 2 4
258 PCOS VAT By TE B4 5 0

2. LA DRI AR e IS+ 356 1 30 11 R 3 Jok ks
WA AR 25 9 B9 B, PCOS H B CVD XU 1T fE 48 Jin
(2 IR B koo R A AL MO BE ) T S5k
PCOS VAL, 4528 B PCOS H 4 Hrl g3 1.0 EAR
IR R PR v I | s o P v ot B L AR 25 A AE
) AT T Bl 25 AF 8 1Y 1S (40 2 LR TR S ,
P, PCOS g 28 J O AR50 Ak 22 1] 7 166 32 UF 4
AR R = R v 2 B/ TR PN R A
i AR 1 IRV B LA 2 9 AN i 9 S AL
g 8y XU I A% i 2 i 7

= M/ LR PCOS B2 K

(—) PCOS £ Wrbrifi

218 2018 4EH[E PCOS WL WikRiE* |

1. H R E 428 PCOS: (1) BEMl PCOS: H &7
KB BN 15 2 W T AR, AL,
W AT A A 2 Wby 1 30, O R R I R R I Bk
R R IMAE s @B 7 T 2R Bk £ 2 O B (polycystic
ovary morphology, PCOM) , (2) 2 PCOS: K4 [ iR %E
&l PCOS 2 W 5 1F I 18 b 201 3% —HEBR EL A vT RE 5 1 ke
e R WP s RS HE B S8 908 A RERf & PCOS
MW, 5 ZEHERR I B0 0 56 B R sl 2 A0F | e Kk
B 1R M T A | L FEUAE | FOR R | e
TSR 0 s o 2B RS T REIE T iR P 22
RV IIREA & Fr ke 2B FRRHIZ5 055

2023 4 2542 P S5 AE VAL FAS B AY [ PR IE

R ) TA A LI HUK )45 &R (anti-Miillerian hormone,

AMH) A7 5l —FE M e, of LI SUSN PCOM,
BURA PCOS 2WrH i A AMH 15 PCOM #1045
b AHR, 5 T B R [R) 45 % BMIL, Al | Hbu o 24 45 25 XoF
AMH g2, HETE PN AINEA AMH & L PCOM (1)
G —FUH ALK AMH 31k PCOM HYE A8,

2. FHEW PCOS . AR5 LR 3 AMEhs,
5. (1) VG A &M R0 2 FEE M2, (2) &
TR W R % B v I R Il RE 5 (3) R R B AR
PCOM B, [F]As 7 HERR H At

(=) #BEH/ A2 Wrbs i

1. I8 300 RN o 25 300 4 Pk 2 R e [ R R T
FEYFRIE (2013 Ji) M) R ARk 6 3 A B0 o A B I
WG RIS FHAS R (2024 B YN (£ 1),

2. T AR /) S LR 2,

P |/ IERE PCOS AR XU A CVD XU PPl
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F 1 PEBA M LR O PR RS W A

i H SRIWIReS BRI P e st
BMI 1/ Bt (kg/m?) M 24.0~27.9 kg/m? PRAERTIR G5, B mcR F 2 Wibs e, (B4R
HEE =28 kg/m? HIEJ W B R B0 RIS 107 43 A1
I FEl B R R B F MRS % PO PEIERERTI 80~85 em  BRAEMTEA & FIVE LT, 7T LABR AN S We s 105 43 A5, fEL
2 b B K B A R PR A R H AR =85 em RiRZEKR

IR Lt 1 PRl / R FruPERE B =0.85 [ I

T 5 L T PR/ 5 v s ERE R =0.5 [k

PBERRIF B CT MRT s PEIE I =80 cm? WA R (E 5 S T A, AR A 2 R

CT WAy P A I3 T L 32 7 o e e 19 b o

NS A= e BEAT BLRE X 2R N =30% T A (B B 1A B 2, A B s

HBMI AR5 %L
x2 PE12~18 B HEEAMACSE BMI FE N

BMI
q:ﬂ'fi}?ﬂ (kg/mz)
) L JEJHE
12.0~ 21.5 23.9
12.5~ 21.9 24.5
13.0~ 22.2 25.0
13.5~ 22.6 25.6
14.0~ 22.8 25.9
14.5~ 23.0 26.3
15.0~ 23.2 26.6
15.5~ 23.4 26.9
16.0~ 23.6 27.1
16.5~ 23.7 27.4
17.0~ 23.8 27.6
17.5~ 23.9 27.8
18.0~ 24.0 28.0
T AW TR R R 1
W

(—) BEARHAT IR PEAY

PCOS ZWrit &[] 25 e A T ACI A IR T4 4k
A7 IR AR A HHIT 36 (oral glucose tolerance test, OGTT)
5 EAREYEE (0.30,.60,120 & 180 min) B 2 5 fj b ik
(0,120 min) , ZFRVFBOT, B S ASbRiEL R
PEATIR 5 RO, T i B 5 2R 43 A A 0 i
A5 AR AT ZE R S 2 0 DL B R A A iR
FIRIRTK,3 A H 2 3l HE 1T OGTT KR
i 5 RO

(=) BRAREIEAS

L PCOS 2 Wi 37 J5 RIHEAT i A 0 2, £ 45 2
JOEL T | =T | o %88 R 2 1L T B AP % 2 i R
FIIRRE S, AR TR YT R AR 5 i e A e 25 1 T 24
T 1~3 NHREA, 25, 14 3~6 N HBEDT 1 IR, K
I AR SRR AT A K B TR

(=) Hoftoro ifi 5 fG 6 R 2 i A

I PCOS 2 Wit 37 5 RVFEAT I e | PR R g i I
iy, FEAETRY T P AR Al 1 A A A 25 R e H 241
1~34HEE 25, i 3~6 AR 1 Ik, XT
RERE £ 3, FE 12 Wi R A2 50 4 I PR e G A 00 A5 3

KL OSAS BI040 U W I 48 A 78 1 H L.
PR PSR IANR A, P AR AR E A P IR AR 0 1 YK

(P4) FAERIICEE R A4 i A

Z IR U0 BLLE G AE B 2200 22 M e
B EL 50 (2023 4R ), HEIUITA PCOS /i #H
SRR AT B KR S OGTT A4, 3P4l IR K
BEACIHEIR B0, 4F U L300 A4 Ok 24 ~ 28 ) B 4 i A7
OGTT #6: #r , [] IR, 227 i 0 i & A i i , 4F 4 91 4 7
HEAT L i i A M

T, AEE/ERE PCOS BFE ST A i 5 (151 1)

7N /B PCOS JR77 R

L/ AEHE PCOS AYIRYT R M 20 LA | i3
IR D9 A%, [a) i) e 25 | AR e i 2R LA K R A=
BORMIEHFFLEBIRYT

(—) A& DT BB

A 7 U R /IR E PCOS (B 1) — 23R
Jror X AHE AT R TR S S LU A
GV REiR

L. Pl A . A AR SRR E 1Y) 5% ~ 15%
JEHIRTE R NIERE 7 1677 O PE RS e (I <80
em JERE H<0.8) , FEARIE BMI | fE &2 75 K Kk 773 3l
THAE, BUE G 1ML H AR, R B,

2. PR B AR R B B S A H bR
JE PTRRSE I BRI e d P IR KO R IR B 454,
7 P BRI H LG sl 55 A A 5 R 1 g T+
MR R B B BRI ER A B I 2 AN A fs
TR (U1 -3 NEWTTR ) e B 4 4 i D M &
BB G H R B U
IR 4587 ( Dietary Approaches to Stop Hypertension,
DASH) TR & BRI R FRE KIS WIkE S, 4
AR B R A IR ROCR B3, (S T X M S i R
Xof (i R PR P TE XU, el BRI b R AR 48 5, HANBE
KR

(1) HHEY . HHWY PCOS B H MK EIBITH
WHFEUEIR BN AR . 225 (P 5/ A R A B2 o
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iy

B 5 Rl 22 5

AR & H 1

» ——— @&
1_/ \
mFGF4r 2S5 % Rl B
T 2 1 G A DL A2 I %’}ﬁpﬁﬁﬁ
[ T

I

[ HERR: 31 2 00 M 22 A 5P B R A LA A \

v
PCOS

h 4

B, R, R SRR
/AR O PR B

O

OGTT Rt B atse . mAs. M., PREZ. FFAEBED. AEME S & 5 e b AR S il

e
i

_‘_‘_\_\_\_‘_‘_‘_\_‘_‘—‘—-—\_

—

BMEE B3RS | |

H 5w
)1_

EAAVER., Bl E, LERIMASAY, 1-310BEE

{E: mFG 353 : M LAY FG( Ferriman-Gallwey ) 153 ; PCOM: 2325 5 ; PCOS: Z B ILRGAE ; OGTT : 1 IR M 1k 1 ; 7R B B IE 220 |

HORIR S REIBGE Frk T 24 5 (Al B PO R HUmAR 2y ) T e il B e 25

B 1 EE/LE PCOS B Hi2 WA i fe &l

FIRITHEE ) MEFED N L3 5 47 % 1 PR 1l 6 5
)P ERCR, BV R TR] 4 i 1 8 AR R L3 A R B FH Y
MBI YD AR LSS, KB R R AERE MR K
&Y 50% ~ 60% , g i 20% ~ 30% , % 1 i 15% ~
25% , [l Bsf o7 3kt G B POk BE N T B IR R R — kAR i
JE I BB, I BB R R,

(2) B AR RS SR 1Y 30% 5008
/b 500~750 keal/d , 5 K S IATE 1200~ 1 500 keal ' |
— IR G meta 43 M1 SR, DASH ARE (43 H B
1 600 keal , ig 1l 25% ~30% , B KALA ¥ 50% ~55% , 35
BT 15% ~20% , & BN I T 2 400 mg, 3218 2 07 5 fif
i IR Y)) X AR HOMA-IR | 75 i 4 =5
B 5 2R = H KRR A R

(3) 4zt . U0 B 8 it Y AR PR i A0

RIGTRIEA b0 R IR R i AE BT Y & 5
YIRS s FRER T b A uh BRI R B 0K BRI B A
B LR,

3. 1B EEH B8 T AR E A Az g FipHZE sh LA
KWEL G AR B 1A NS - A H An i
&G HARE B R, NIRRT EB R ER
PR, 7Bz Sh AR A 13

(1) FHEW . @ EF 2= /0317 3 K 60 min H1
Z RS s (G R ISR) o o B ] 2T
DA 20 B[] B AR, 55 A B T PCOS HR & A {8 R 3k

F20 ATAREE A Y BT B S SR DL ORIE
KRR AR = 2 5 A FRER 3 77 .

(2) B U A R AT =250 min 1Y A
S I8 B E A =150 min 5550 B s 3 ; B 1 E e
B JEEAT = 150 min (1) 4558 B2 2 3 B ] =75 min
B R 2 s, [, B R R 2 d LA 7 =R UINg,
T 1) —35 meta 3 AT & B, RIZLHA oz sl T L
HOMA-IR J8i/D Rl A1 BMI 3 i it D B 5 4565 A 4R
ia S BB B A 647 Bt L iz 30 0 s BMI Ak
i (A5 PHIZ Zh ] v R B T FELR RS i AL IR 20 21 i
LA S

(3) Haze ] HEFERER 22 /0 I EFE 150 min HHAEGR A
WA 2, e B 18 B 4 DRk BRERSE A R
T 2~3 LA 7 I 2, LIS WL IR & Fn Ly,
B S B AR A TVAE , B 1 Bl Oy SORR B AR 4
BRI

4.7 A AR N HURIAT A PR R R
H 51 FIERIAE PCOS $0 1 i 3 A 391 AR 76 7 28
PR M ORIE T R L T Y R AR , 2N R
T4k | BT T HE S 20 B S 2R B A S 2 Bk — 2
FHIEYT , R PR N PCOS AR (404 5 34 i )
ozt BSR4 T R E SRR, I B Bk AT BA
B B R AT R 1 A A

(=) s T ARIBYTT g
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XA 3 O 2T FOME Dk 2 T A Ik 4 R
A IR ISR MAFLD 25 Qi g it |
FURRPEA, T LI B Y s TFAREIT

1 2 HOBUIR s = SOOI 33 348 in 4/ J) 20 27 %) 4 25
Y 0 B ESCRT R T, 410 T i T8 2 R ) TR A T U S
A= BRIEAM i, B3 IR, (B 320800 I R 2 40,
AT ST S A OVE | R0 O S ) 2
Az, U0 LH A0 B B R A3 Y R UMK
YEAHEE/ LRE PCOS B I —ZRIBYT 254, U H
A IR/ WEI S5/ B RR o e RGA T
i 1000~2 500 mg/d, FEA KRN B HE RN,
A 3 /N R 0 (P PV R R R R LA AN
KRN, KB 2 HA A B12 6= AU 1 A HE
(AnBEIRAE IR E ARG BTN R e X E) B UUE
W44 & B12,,

(1) FHEM . ZHOBUICTE s TR A5 55 i R
A B TR B/ AR 0 PCoS A I H &
JE, JCHAE 1 a2 2 2 28 Rk sl 8 AN 32 1, —
XUNCAT S FH T8 283097, 7 7 5 2 1500 ~ 2 000
mg/d[sgj o

(2) B A AR A5 58 (IR | IMBE 5%)
[ HL/ LR PCOS B8 n] ik — I UIGAYT , e K H
FHE R 2500 mg' ! . —TH meta Z3HT AN, {5 FH ZH
W6 A~ H J AE Al BMI T R B 55 28 16 Jr =48 B
1oL, HLE2 7K i AR

2. B EI b 2 B i N 1 A a0 g o T Ak
X R P R AL, 34 g 7 HE T DA 35 38 AR P9
A AE DB A i RO, DL AN R B A 4 B iy
i JEYS RSO | B S B R T e A, F
e iR E/ M PCOS B % 25 )5 , BMI . HOMA-IR
B SR RAR AR SR AL A OS2
WA T E/ R PCoS B (L HE ERIBIAE
), TR B OSUIREE G ( F  HEE h E
SR JE 1 h WER 120 mg, B H ASE 3 0K, Wik &)
NSRRI, PT A W — Uk IR 2 . FH 24 0 W I A 2 e
YA SERR AR AE R (HIFR 2 b IR . REESZY
WEFEITF 2000 A7k o 5 =] b 96k 20 355 0 G 5 U
A, BR A MESLR F A TAR S = 12 2 (5 D AF R
(B AT, B R EE P R E 18 % LA AR
%,

3. B = AR AR 1 Z AR BB R (glucagon-like
peptide-1 receptor agonist, GLP-1RA) : GLP-1RA 7] Ef
Bl Ao A, S TR B A i X 2 b YRR
P S8R JR 5 22 0K RN 2, R A 0 i i 4 21
RN A E LT FE . HET, GLP-1RA 28254 (]

Pk SEFERR K | BE PR K | DLAR K5 ) 76
Hi/HEME PCOS B Tl RYT 205 % A M IEYE H 25
Wiz ) BRgE R, HUH GLP-TRA S — F UK
Jo BB R TR BMIL T R 3A ] — ORI g,
OV DR T A R SR W DR
CVD fEf [ Z ny i E/ AERE PCOS B, e S5 —H
SUNER A, 7 8 A 2257 54 0.6~ 3.0 me/d (F&
E 137 L i KT A8 R 5o 1.8 mg/d) IR 10~
20 pe/d JERIBEIK N 1.5 me/JH A EARE K 0.5~2.4
mg/J& DUIBE K 0.14 ~0.2 mg/¥R ., A B W - E A,
5 B Wil Sy 5 BN RIS . A5 T A HUR IR
EARFIRR S 22 R N 43 WA IR 2 U9 sk sl 5 e o0 11 FR
5 T T TR 4 s 50 B 7™ B w8 — I H I ML JE (TG
=5.65 mmol/L) B H . ILAh, T [ 5 25 Wi 1] 43
T 2023 4FF1 2024 Ak R RIS K DU £ K A )
TS IR T V80 TR 7 I 5 5 £ ot R 24 i M A B
J&1 ( Food and Drug Administration, FDA) T+ 2020 4F 4L ¥
P &K (3.0 mg) I T =12 % BMI=30 kg/m” 7 /b
AF R IR T YA YT 2021 4F S [E FDA L E A EA% &
JIK (2.4 mg) T HIHH BMI 75 [A]4F 3 BE | 95% 2 0 i
112 % DL 5 A AE B 8 I TR YT, (H TR i A
AT GLP-1RA FHTAYT 18 % LUF L I 0 4F Ak
% PN

4. -8 %5 W P [R) % 32 B 2 ((sodium-dependent
glucose transporters 2, SGLT-2) I 7] : SGLT-2 11 1] 3]
SR RERE 25, B D s IR IVE,
A R s, SGLT-2 41 F e Jsi K | AR
i F S M T 3 e ) T U RS
HETE/ AL PCOS 35 R — F RO B+ 4% 51 v il
12 J& 5, ¥ ] i s H 2 B IRl s A T RN
BRI i | B =k H 7K ST, R A% 3 i 4 i3 HOMA-
IR J5 1 AN 45 F Z HOBUIR, [] B, o8 1 S At i ot
FEMERR K5 B 251 e ERE R 2 nl T A
FE T e S O PR 18 F/ MBI PCOS B3 (L H:
G T RER AT B ), AT sl = H UM T,
R A% S 100 mg/d, A% F1E 10 mg/d, ik4% 5]
% 5~10 mg/d, fHAR SN E 5~ 10 mg/d, AR A
B R PR B R A5 24 A v B PP 1 2
fie GEROK, B NSNS i, TR AR o A
18 2 LR ABEH (],

5. /NBERK  XRREE R, WFST R, /N BERR AT AR
PIIERG 7 et g AR Ui /) Ik 5 28 SRR S 3
FEEA AR TR, $ 75 HEBR R, X B2 55 A 75 R A9 72 RN AT
— BSOS  HERE W T RN e i A2 5 A
TEAS AR PCOS B, WM A H 3 Ik, ik
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0.3 go ZAARR RN A OS5, 25 T3
PEZL IR S AT - 6-BE TR IR A R b =

6. FAI b« S — P oW B0 R0, BT R R £
W A SR FUUURE /K A, 500 8 A FE /N P, R
EURT DAREAR it 4%, [R) s 5L A 344 o e £ 28 0%k, 10 461
PCOS FBF INSEANE b R AR 1 & R RS ik, IR JiE
£ HI () PCOS B3 25 T FIRIEHE 150 mg/d 3697 6 1~
HJE ,BMI f12k B Ferriman-Gallwey ( mFG ) ¥ 43 BRI
HZFEERE N SHBG 7K -3 fin FL ¥ife 25 i 34 25 48 4%
BEARR ST R R 0 T A A AR Sl 2 AR
WP (JCHSZE LIRS 2 h T MR AE ) /Y48 L/
JNEJHE PCOS 8 #, — e 7 57 12 B) R B A 50 ~ 100
mg/K, 1 H 3 W, FEEAR N K EMiE R (HER
W% CE IR AT B S B A LA Tt
Y7 U DI RE A 0 B AR AR AR T
18 & LIF ABE,

7. BEMRIE 2 ( thiazolidinediones, TZDs) : J& T
VPR L AL Y G 58 0 TS 2 R sh R ek
A1 E LU0 5 2R A U | IR 2 AN AR R, {H ]
PAGEHE R W L UM I ) 2 N 55 7% | A48 D A% 41 it
& BRI PG A B) A L 2K 24 T S R A e Y
PCOS 34 Y5 5% 2 MU, 76 U038 1 A 3L L 4 A1
W F KPR A 4255007 1 b UM A 2
LR TR UE U B 42 4 Ve IR 2 2 ik A 47) B T
GBI AR 5 BG 05 I OB T 2 S SSOE PR 114 4
H/NERE PCOS B, 2N RN 2K i B 51 i
(R 7 e A EE 358 TR o s oy XU 55, AR PT B —
SUREE SGLT-2 JIl 1A T7 LA AP A A R RN,
FIBIFFIE N 15~30 mg/d, FH 251 A5 b e 2 W P
DIRE SOK IS . A FF O DI BEAS 42 K iR i i) 6 3 2%
F518 2 LU ABHEH

8. WUEE . AR R O /S BE, J& — FlK P 7S i
figt , N AR P 2 22 DL IR LB ( myo-inositol , MI) JE =047
15, Bk N D-F-4: JILEE ( D-chiral inositol, DCI) ., 7E P
Hirh MI 3282 5 3 % 0 16 JURN B9 9 1R (follicle
stimulating hormone , FSH) {5 575, n] h A1 A 3,
W B ANINAESEEL; DOl £ 2 5k R K
SR A K, 8 O R A B I R A
B, 2023 4F PCOS [ Brs B #E 17 . PCOS F8 & vl AR 4f
M NELFRN HULEE (EAADE) |, AT IR AR 5
HOAHXT T HEEHED 2 Bl A EAEA B AR

9. WA M2 2R IS R IR B AN ) Jd 5
TR, AT IRECE 25, HAC T /LM PCOS
A IEARI 2 IS 25 S E B G (1) —HIRL
IR & GLP-1RAs, — HIXUIEX & GLP-1RAs 7E1K & HE

BT A AR o 0 7 A 95 22 L T L 2R R UDIG A
JrEAR 5 (2) = F XU A it A% 51, X — B XL
AR AR IR PCOS B, T LA A A% 571 i A,
B 2 R K S HLAR R B el RN G 3R i
( dehydroepiandrosterone sulfate, DHEAS) FF& ™), (3)
ZHSUIRER & SGLT-2 Ml 1A Y7, 5 5 H = H SR
ARG, = F SUIRER 45 SGLT-2 $101 ] 751 s ARG B 52 il /K SF-
5 R T AR B3 H P S EGE H 2%
WA 8 &2 HOMA-IR J5 i BA 2Rk ™

10. FRFAR AW FAR RIS TFBZ
—, HETE#EAN A PCOS EUEHS re 1 e i a1, HF-R
BAE A DGHEE— B ANBERE , AERE PCOS Hag 1R
FAJFUE JEHE  HbA, \HOMA-IR i B 52 i 45 4 |
AMH 7K A 2R JH R 2 BIE /Y & A4 R 35 3 T R,
H R PEHEIR AN [ Pk A 2k B 25 40 (= UK ER
BAH M) B9 2.5 4%, H 2= PCOS HIZ IR M 45.6% [
71977 2% 2022 4 EACH ML E SRR
2 TR B A A S5 AR B % A 1 QiR &
PEUEFE g Y BMI 35 F 35 kg/m’” (R, LR AT
TG 2 BRI s AR |, 3T BT ARIBYT

(=) BHE/AERE PCOS &I HAR M ZEFLIRYT

L. m g IUAE - & e =t H b A A, 2R
Ao LA AR AL AR YT O X TCRL, R R i DL
RRZGWI6TT 3 A 0T i BE B URE SR 3 A T 2825
RIT , BARZ YR R S (b il A B R (B2
fiR 2024 4F) )7 BRAM, A TT S5 25 4T i e e ARk
I AT R AE T, BEAR PCOS f8 # MEi = kS (H
XTFRIMAEZEFL K CVD M SR ZE A PCOS B i
VTG IAE Ty FAE A

2. (R PRIR IMLAE « 45 1m0 PR IR INLAE 1 FR 0 ' T R
TEH BV PSR R A TR I ROK i, dERE R R &
2000 ~3 000 mL; #5417 7 el bk af IEAHZE ALY
TBITRORAERT, 7T 356 25 5k R S0k Ak R W36 97 (HfE
IR pH (EHERFIE 6.2~6.9) ; 5 IRIR KA A ik bR, AT
TEREAM I PRI B i sl £ 328 IR R itk 1) 25 37, HLAA
K PRIR L I H AR E BB 25 FY7 2 5 2% 2023 4F
R v R R LI A IR 12T 2R R IR T

3. S UE A I IR A BB A A 1 O X al bk
A AR ZEFLIIRYT Jr TCR, AT PRA O 1 f B
F S EBE LG IRIE R AE , AT O MAE 52, Al
JEAE M 130~ 139/85 ~ 89 mmHg (1 mmHg =0.133 kPa)
HAIHm e/ Mm fa BE s {E o 140 ~ 149/90 ~ 99
mmHg HAFF H & LA E 8% 5000 & = 160/100 mmHg
SR N BV IR 25 3R 7, 1 e B 1 B ), B2y
YIAT FE S 2 (b [ L B IR S B (2024 4B 1T
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4. MAFLD : &3 MAFLD By 2506 201 il
TCREE, AT O e e — ORI A Bl SGLT-2 ]
7 GLP-1RA %X JIF LA W fE R 259 ™ s 4
MAFLD F8 5 4705 R | AR 3K6L | i S5 AR 35
LA 1 R AR B & R S Il sl B BRI R IR YT s
JERF DR, PR BE ORI 24, a0 K KB | 2050

IR AR B SO | H B 8 i 391 3 Dk 45 IO IR 25 24

Yy, ELARZ3 Y #2525 (AR G (IETERS 1 ) BR 7
BT iR T (2024 4ERR) )7

(VU) &5 ke 25 7 R L/ B PCOS A
{14 17

X FAEAE A 2 A 5 i s/ IR PCOS, 24
EA LT 4 R 7 ERE E 0T TS Tt R B 1
PIRESE H 3AE | AT DAZR R R RGR M2 3 e 5t
w2 J7 11 ikt 22 24 ( combined oral contraceptive pill,
COCP) XPIEIRYT , ELH TR 5 I a3 H &
JEIS I R R SR VR Y T 2, W T RE Sl 3~ 6 A
H,ZEBIERITEDT 6 S H UL L, 2023 4F PCOS
B4 i e A FH o AR A8 3R 3R i (20~ 30 pg) 1)
COCP , B REIA N 220 - (3596-35) fh T o] 5 DR |
IR A T2 B LA R A58 4 45 DX 386 o, ASHEREAE
—LRIBIT Y YT IR T35 TR B DY 2 5 AR 1Y
TR AR, R, Y R85 s 5 22 BRIk W 1
AR FE A A

X F AN [) s 34 %) e &/ I i PCOS fR 35, COCP 1)
it FH AT RE -5 05 J s UG A B Vs e CVD A A€ a9
o XSG 8 A 51500 B ] R XU s — B XA
COCP 7ERL% IR J7 IR T4 1] COCP; HEX & H 2578
WA B S B AN T SHBG J 1AL 244 cocp = —
FOSUIR™ R, 4 FA7 76 COCP 252 R BE2 5
it 52 R /AL PCOS B, — HOBUNRAT 9% FH T 4%
F G % AR RS AR, (156 BMI>30 kg/m” B
PRI BHT HE 52 R0 = 1 A, 45T COCP B HH L
AR REE A 25,

() FEEURITATT SRk

L AT SO B R DA 36 aC - LA Gk
Syl HAR I IEACIHZERL . A 22 W] 7 B R
IR AR 0 AR RS SRR B A TPA LA A
B O A ELA PR T B VR 9 IR R R0 BELIR B R
#hFE( BMI>30 kg/m* #F @AM e = i ) s H-5 0 B
R/ A R I DR AT iR 238 | A 7 25 R T 7 3 1 AN 5
mi , MINHIAT A b e A R A A 0 5

2. PR IR IR A AU R T 3 A H R Al
M2y, 27522 ek 32 B FDA iR A B

iy, ZHOBUNCAT D3 i s 4 AR N, 98 [ FDA
W — HOBUIEI AT URIN B 28259, H i & & B H
SO F-AA B 1R RAE R, EE R8240 R )5 45
R FOBUIR) 5 H 24 4 F/ AR B PCOS & A
A 2 BUBE RIS ST R WE PR B, R AR R S R T
T LA UMLK S5 B 4 Ui 3 B R T, B/ N FE 77
14 500 mg/d, EAEA RGN A 2 000 mg/d, F K F i
42500 mg/d" BRI A A AT UR VS BN B,
TESIY A WSR2 A Bl M, DU 12 U iR )5 1 ST
Z1E M, GLP-1RA | /N BEG | kA% 51 B | SGLT-2 417 1
F BT A B4 G iR 2 A vt R 2 4 I, g 6 AN )
B fE ) £ 8RR R U B R 2 1 b B | IR AE
UL URAT AN RIS ] BE N T D25 T LR 3 Kk 4,

R 3 AR R BT R AT SR

TRYT AW WE O NBERRD WIWRRRN IR
AU 1 -1 HpER B £
A ] b 1 ! REWiTE 5 B %
IINBER, 1 ! L AR L FH
ol =< e } -1 BBk B %
SGLT-241 il 1 i ! PR i S AR C %
TZDs /1 ! IR RN ER C%
GLP-1RA W ) W3 R A
I FA HH WL FARKE -

T SGLT-2 . 44 - B b [ 512 25 TZDs  BEMR S W2 ; GLP-
IRA  JETHIEZEFEIK 1 Z k34 sh)

R4 ARAEACHZ Y 9F ) TR

2445 it FEIRER I
172

UK 1.7~4.5h  BIFABEET W B T gk sl
THWAMZERR  6.5h B IR R T kst
Bt 1~2h W R 5 HE T RIS

/INBERR 10~14 h YRR I HE S RIS

il 3.7~9.6h  WEHRAT 1A BUEZ

Nk A% 51 i 3.5~7h WEURAT 1A 2

iy o dlkes 129h WEURRT 1A U2y

R AT E 10~13h YR 1A s 2y

Sy i 2IE 12.4h WEYRTT 1A A sy

EL 2 71hE 9.1~14.1h LERAET 1 A U2

DUARE RES 11 min DR K 2h 93 30 o 0L A= 4 75

P T YR AT 2y

JEYRHT 1 AN 2
JEPRHT 1A H R
CIES 30N 7d WEYRHT 2 A R
RN 6.7d JEYRHT 2 A 2

IR 2.4
FIREBRIESF 13N

I A BB 7B E /L PCOS AHE B4 I PRETF SIS 8 2 11
IAEWR I RIFTELG W 3 4525575 28 5 DE W (1) , MK 96.9% )
2P R

3P ARG Z 2L E T ARG, th TAREE
TR Rt AR E R TR Al RS N B A R4S
Je iy RURS: 4 SR AR 2 1 AR YR HGE 2 1Y
A, 70 R R 0K B R RO R AR RS S
B IERATIR
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4. FSRZ RIS A TR Bh A s A AR B AR (1) 48
# PCOS BHIRE T IV RIKER 5% ~ 10% ; JE it
PCOS BFRE NIRRT 10% ~15%; (2) A
PR M A AT HE T 2S5 1E A < 6.1 mmol/L,%& )5 2 h
M <7.8 mmol/L,HbA,.<6.5%; (3) U0EEA & iM%
I HAr<130/80 mmHg; (4) K IifE RER DI REY
Y IE R IEH K5 (5) HARBBME A E 2 IEH KT B
112 HARBR T RE D8R 19 2ot s UfE HOIR IR R (TSH)
<2.5mU/L,

(7%) HHE/ALHE PCOS EHEH R

1. T3 B AR @1 3~6 AN H B s 2] 1E 4%
FP AR 25 L. (1) B PCOS BH K E N
TRKTE Y 5% ~ 10% ; BEJE PCOS 8 KT T W) ik 4
) 10% ~15%;(2) 2 IEIMHE<6.1 mmol/L & J5 2 h
I <7.8 mmol/L; (3) MLAE JRMR FFTIHE  HR AR %
RIEIEH K5 (4) Xt F B8 m R 55 A H 43500
(R R Dol S M AR 2 L A ) e e st 80 £ A1
MR IRIT .

2. I E bR B AE PR 981 B 4 A e
K W RRER) & A (1) HE PCOS % BMI 154k
<23 kg/m*; JEE PCOS B BMI 8%k <25 kg/m’; &
R (R P WAE X £8) <30%; (2) B BTG
IR PR ARIER G AE | s 0UAE | & I\ MAFLD L)
Ko CVD FEREETLIN R 5 (3) & B I RH R P i A, A1
W B ia 55 N 5 (4) SQUE.O BREERE , By ih f ik
1S W B IR £ A A5 e 4 1) R, DR O RO

B2, PCOS J&— 25 5 M AR 5 1Y 7 40 WA AR 1 25
BAE AN 7] 32 Y AT fig 32 AN [W) & 9 B ) 4 3R 3, %
PCOS Hr 4 K 2255 g 0/ A0 Jrk 8 3, R T (9045 B ANAC
IERELE HRIA YT 1Y e i, R ok 3t fB A Al 45 )
RIS ik R 3R, 5 Bp i o/ I e A L
Pt A o 0 L D R 3 25 A L AR
HARAE M /L BE PCOS B H %127 T ARt
87 55 5 TR, e IR0 T 75 7 10 5 L 7= B L e e o oy A<
HE MBS T REEM,
BEA 0 (oA 25 5 25 B 0 B B 1 S0 R ) 3 2 0
IRV W5 AR B 5 P 43R ) T L 330 2 B2 B
I A B 2 B P 4B
BEER(RERSIEHF) Wi (L7 — i S (R B A i
SYURE) T (R S A IR B P AN IR ) | B (1)1l
G 585 I A SO ) 2 e ol B K 2 B 5 —
BRI A IRE) 2R (LR SR B RS R Me s (A K
I A7 B BE B IR SR ) 8 (T 3R o 7 B 45 R B Y 4
WRE) XU (EBE R R IR 55— BE B 40 R ) X R (i
SR B B IR 5 4 P P A AR R ) X1 5% B8 (L AR
X A7 FE B P AU RE ) VA ( TS B2 I B 19 40 IR ) 2 T
(oA RE 52 9 SN ) DRI (3 S A2 2 A 5

BEPAMIRY) R HE I B B AR ) 28 587 O K 55— IR
BE B P AR ) D K BRI 5 BB 5 4 MR L R
BET) |4 AobR R A B B PR 4R ) B A B A B
TR SRR P A MR ) 7 T (R A I B A A
SERE) B (I A A B B B R £ 5 IR B 4 0B )
(oA R ZEE B R A L O O BE BRI AN L) el (S B K
P L B T AR AR ) 0 (5 K2 5 B B A
BE L)

RIZRZE A (E 0 75 WR AR 25 g

2 £ X #t
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