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A2 R A 5 AR A R AR D TR LY
S AR T R O OO Y S AR A B
[ 5 R F WG ARAE 2 2 I R I G 0 R
JEEHOAT O H T OO S 3 A i A, T SR R A
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A YT  AMPK 3 B Lo TR I R
#1 % H ( mammalian target of rapamycin, mTOR ) i F#%
TG T RB T 5 R 4E 4 R B12 AN R
S — B A, 1T E 3R 5 438 B R — B A Qe IR
JIG T ORI SIS A i A o P OSUNICES P 2 R
AT RER AR G LA AR g AR B4 X PCOS B
(AR AR FE 3R, FERT BRI 5 IR S A6 2F | FR 4%
TRANIFFE RN B 20045 T AN ] 25 5% H — HXUIR
XS AR A IR i v R IR A AT e = X R AR E A B &
RN BUAR S5 AR 28 U R 07 75 AR A
FH = HBUIK,

(L) et Wi wE R

PCOS BHZ ZHINIEIT 6 4~ H I, vl 3 s
TG WD 45 350 T B SR &
BEZ Rk

H, ZHBUIETCAE BRI & i PCos &
#

- OBUNIAE SRy e AR 24, 5 ) P A1 e A T
T2 TR PR T OB PR F U AR T L, A
(—) TBAT PR 2K A 2023 PCOS JEIFEFE R 1 meta 43HT
R, ZHBUIK(850~2 000 mg/d) HZ5I55F 3~6 4/
A AR T 5 B <25 kg/m” F AOIERE L 25 g 15 K
V- FAT FIIR T 50> 25 kg/m? & 09 1A 48 50 135
JR & BE  LDL-C |2 I MM 7K SF- LA K AN X 404 T 4 450
AIEDLT IR AT R C S 2 1, =Mt H 7l . HOMA-IR |
SRR W H, A X R E BT,
5 A6 5 SR A e BRI AR EE, A 06 20
1B — I BUIK (850 ~ 2 000 mg/d) 1697 6~7 4~ H fig
W1/ PCOS 83 A IR L (25 T 2 3 RCT A5,
n=84; MD=-0.03, 95% CI =0.05~-0.01, P=0.006;
TR HEUESE ) | i REE— 25 BRI T S K F (3T 6
I RCT WF%E, n=327; MD=-0.06, 95% CI -0.11 ~
0.00, P=0.06; 25 R iiEde ) 2, gl g 5 X
iU — B OSUIICEE B T i 0085 1 98 3 45 A BR R 1 (sex
hormone-binding globulin, SHBG ) /K, 1l J5 #& M. 245 iR
I T RE R ARG 1L S2 1 K P (2T 3 i RCT 5%, n=
58; MD=-4.81, 95% CI -8.83 ~ —0.80, P=0.02; #fik
JERESE)

(—) TEA N F IR T 51 Bl

1 AEFEXT B & AR 2 UM PR 5 oAk 4 PR 97 AiT 1
PCOS B, 4 JEH 58 B AR J 3 FH 2 S e A T4
DASIZ IR 1 0 HL AT REAT RA ARG A M8 3R KT Rl
3 7 AL T

2. AT F AR B RN FE Y PCOS BB [ R 45
=24 kg/m> M (27) AR AL =80 em® ], BV 1fil.

BEIE A7 A 36 7 X WO Al 1 B B A — XL
WIGARTT , LhitE— 25 0 1 15 R 3K h My 5 A 2560 &
PR E % T IR B AE AR R R BRI R
MASLD ZEACIE A B IR ML RE PCOS i (1A E R
<24 kg/m*) AT % JE A A 6 5 X WA i
THOBIIGYY . X R W RUICE A £ EAEH
(TR 3 7 8 3R I N SR E S N 55 ), HyRy 7 A B F
O TR 5 R KB | R L I I A s O i 9 XL
B2 AR R R 2024 AR R R E(Z
PUNRZER LG I 5 R IPTISTH T A1) g iR
Sy ZE PG RIS Wi bR, X F T A IO 1 A R 1
PCOS H& , W iU AN G 1E# HJC MASLD , AR
I FH = B OB 7 o L0

3.4 FIBEIE # PCOS f 35, U =35 22 D) ol 38 = Ik
P IMAEFLH 2N Ry B, AN — FOBUIPE
HIEMZY, BXTARRHEZ AN 32 2 5 11 kE2# 2)
( combined oral contraceptives, COC) FIHAbHT & HE 254
5 COC YRYTRURAER  HEFE T % 1A sl ] = H
SUIIATT o BT HE RO R 55 fE 1 PCOS f&
HAENLH COC JAYTIR B A — HOBUNYA T AT i 3 24X
W E B2 25— XUNCEE B3 5 M i 2R
i 75 T AT RE A 2 06 O =X 1, 10 76 03 H 2 AN R
BFR SIE AR S AEARREE IR 1500 mg/d i
REJHE 2 1R 2 000 mg/d —HXUIR 3 A4, Al 4% B [
I E KT,

4. HAT, i Gk Z 34 3 FE B UL 2535 57 fE ¢
FEEE PCOS B 1Y 2 B R , DR I 4 72 X6t 3 2655
i NV 1 G R A T v B i T T A it N
i TR 52 BRI AN A, T 2 B8l FH sl B FH — Y XL
WGAYT o —30 meta 537 o, BOCERA — W BUKIA ST
PCOS S s ORI 4 TR O e IR 7 L Xt
TARRENH COCIRITZER PCOS B3, — H BT
Hrhm AT HbRTREa R,

(=) ZHIXUIGRTT B 5 SRy T e

1. HEFE H OSUIIA 7 DA/INFR) o iy, 8 37 o o
L H BN b 577 54 500 mg A5 H 2 KBk 850 mg
BH 1R EMN SRS RV, AR 500 mg
ol 2 JEHE N 850 mg, ZHTHNZE 1 000 ~2 000 mg/d 1§
T K 32 7, BN S RAEAE R R 2 550 mg/d, 4
FIHEEE L 2 000 mg/d B, 24 T B 4 M i 572, LB 2 ~ 3
O, B0 P UG B 367,
UG g, P ok o RT3 00 O T Akt , e HLAE
PCOS &P,

2. {EFAAE PCOS B, —H MUIAIT YT FE &
A 3~6 AN LLIRBIF IR B A, s i ik
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03 B M IEH IE R SRR R 3k 5%
FRYT 3~6 D HFARIBBNROR , VU BIGIT T &,
A2 e HOBUNCE At 35¢ T Bk A 2454 . — W
KU 301 107 P e i 2 22 4 1, JHG ity R 1) 3R i 745 24
12 AJRsEEk,

(=) ZHBUIGR YT b e

1. 7E PCOS 3 — HUBUIAE FH A4 ik 1 2
e sE AR E Il T AW R R RR 3 A%
B D REAS 4 110 £85I R A i 1 — TR RUIR ., >4
fili B B /N BR JE i % (estimated glomerular filtration
rate, eGFR) <45 mL + min™' - (1.73 m®) "' BF 5=,
X T AR E RO ) 528 T R AR O ILEESE ™
YL BTE S L A B SO 5 A/ JRR P T R 55 T i
LA SRR A AN g el FH — F SO, ZE AR AT 2 A R
2 g MERORS Bk K | S RS h R s TR 4E A
R B12 MRER = AR 2 I AR AU, X T
T EL 25 1 I P A T A 2 AR I s D i 45 %)
FHAER , WA H UK,

2. TE 24 iR ) A8 25 60 — HOSUIIIR 7RI RE A AS
RS LA R L7 28T 68 3 AN S 400 T B AR 3% 7 X1
L, B R N [ O 1 R AR S AN RS
B BN R ROV B AN G AKnk Y5 s
AR 8RR, REBEE L ATE%
fifeo BLAP B WA RN A 4EAE R B12 BRI/ 20 |
PRIEREAT . LRI 5 JREE SRE K k&
A WUR 8 W S UEEAR ORSENr FEA
SYFPIAS

3. XA YA R B12 Bz XU Y A (A
FARFFRKIARE) , 78 TF 4 e = BB /i 2236
I7 I R R AE 0 I 5 4k AR R BI2 KPRk =2 2 OE
JEEMRAS

(P4) ZHOBUIRR Y 19 AR S PR IPAN Rt

T HUIRAE S Bk PCOS B 2 5 ME I 22 LAE , Ife
PR L3 52  SHBG (FAT AE45 bRl 2EA T PP A,
B AR A BT LA 228 Y0 B AT W, 001 S >R T e b
J&E R o D R R 4 R A . T XU A B T
IRV A S A O B AG, WT S I 28 S
WEIM BRI PEA I AMH 2842 H ] A 7 s
IR ZRIL A ET GG Ty 12 S SR AR A LR
ZRAFIMEY S i AMH AP RT /R A i — H XN 7
R — A~ EBHR AR

R 1.3 T B & 4 ¥E R 9w 24 T 9% BR 9% AT HA Y
PCOS 2& ML B EEKRFEEZERGIEER
—HRXAGETT, (EFERAN: 1 IEREH:A)

HETE 2. X T MAEEERIBFBE PCOS BF,

MEEFAXNTFHEM ERBEEZBHNAE T,
(HEFRA: Na;iEHERA:B)

I 3. T EERREERR. MAERE MASLD
R E B R B9 IEBR BE PCOS LTI % B 7E 4 7%
FRFREMEMAZBXAGETT, (EEFELRH: I
a;iEEHF B~ C)

EF 4N TAEESZ AMZ COC MMEHES
MBI COC Efr A EH, I RERSMAZ
WS T S M= M, & S EEE nEIE KRR
MEAZERHN, (FEFRIN: Ib;IEHEELS:B~C)

HEFE 5. 7£ PCOS 2E R HWANEAMERIE
Rz 2 BR xS PE IR R B WM X ME , FiE R M M
BHEER BI2KTF, (HFRF: Da;iEER5]:B)

75, ZHXUEA B TR & PCOS
14 7 FH

(—) ZHOBUNCEE £ 2830 %) 1y 1

1. FERLE SR AT YR I A B . i (7)) #B4 Tak,
T HIXUIAYT AT REZS PCOS H 4 e 193 25, 4% )
U HEBR | BRI T A I R KT, e A SR AT IR R
FALHE PCOS & JUHE A IR B, —
FEOGUICRT DA Bl &2 H 22 J8 30 (B 1, 388 i A 4%
HEOW A AT RETE 4R T A SR 52 2 M 2 R HL s el
S MR TG Sl B R, () S AR R T %, A
WA AE 2 420 N — HOBUIRYR Y7, 715 2 500 ~ 2 000
mg/d, HAR A T (=) #4535 SR E AR 5% ~ 10% 850
B8 5 FEARHTAS B e S B AT IE & 2

2. VSO i B A A v 1 15 D T — R
A RERT A2 3 B AR FIAYT B PCOS AT #6151
Bz e N TRERE 1Y PCOS A2 ) — F U
IR IR PERR IR A YT AT £ 2 S0 O v HE O 2, AR 2 B
WRR JEIAUN (50 2 86 1 IR i KU, O 548
TG RS IRFMIG R IRA 0, e ko2
K697 B, = B OBUIER A 2 1 B 3% 2 AT A
OHSS KU [ J£F 11 T RCT ; M fG K ( relative risk
RR)=0.46, 95% CI1 0.29~0.72 ;X i IEHE 11900 —
I SUIE ] RE 384 0 4% 52 GnRH 3 3h 77 K 7 223897 1
PCOS AN F 4 B I R AT R % (26T 10 I RCT; RR =
1.32, 95% CI 1.08 ~ 1.63 AR Ul ) >, Rk, #ERE
P2 B AR RDIAYT Y PCOS HF TEMLHEIN 16T AT 804
I IR B SUIK, g B T AR 3 ™= A1 OHSS 1Y XL
B, X LR AT i B AR B IR IT B PCOS 3, —HIRL
WO A B[R 7S (—) 1 #848

HeFF 6. BESM PCOS B , LHEERSHESD
ERNE EEZHER ZBWIGAT, (EER.
Ma;iEEZL5]:B)
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W 7 B EERTTH PCOS £, TR HE
UBSET RIS A T BT R IR B XA ST, (R
&5 Ub;iEfERF:C)

(=) I RUNCAE G 00 B0 A iy

1. 35 A N B OB 7 A 15 O« 48— UMK
JBTUEURI 252> 9 b B 2525, (B HAM 5 i it iR
#&E N R HEXHE R R A E Y,
() FRAFFITi | 3K 2023 PCOS TEUEFE FE B meta J3H7
R RT IR R I PCOS SR T8 AN I IR i 5 22
T " H XA, v B s R (JEF 6 T RCT;
e TR TR ) FIRRAR AT O 1) 4 8 186 i ( BT 3 3T RCT;
HAE TR ) SR E R T P (T 5 I RCT; it i
UEHE ), AR ATl 87 A LSk LS 3 1 K (36 F 3 Tl RCT
A REIEYS ) , S AT 4~ 10 2 A B0 T e Ay
FIEL ez A 32120380 o PR e 2 A O 5 R
Jig 5 FR I — HOBUNIGYA 7 25 1) i AR IR ) B RS 2
FIE AR AR AR E AR /N TG I LY A& A= 20
B, iR H OIS B S AR R I S R E R
RAE 2 2 Bt L L IUD 0 448 o g g g JEE 04 R A [
WANMER , HRTAHERAE PCOS 2230 v iy HLAE A —
MUIGAYT , N1 AR 16 7 U B s AR 3wl >0
PR 2 TR PR 9 B JiR 5 28 1Kt it oz — B SUIRYA 97 19
PCOS B W EMR 24 FLmh b 4R iR, 4R R )5 2 A5 452 F —
MUIAF IR Z B i S8 8 IR LR A FIlr, R TE k%
SCHR AR P G G S 202

(1) XFAEURRTE 7 B SIS 15 2 I A [
(1) PCOS & I WE IR 8 3, 75 76 1] fB % 78 70 se AR 2
A 25 XU [ a0 IRk B S AR, &
UL =) 2 45 ] RO A 22 M A Fr 52
FE[ S (\) FB4 T BAE LR, 78 B RS R s
PR SEA™ T R H 4k 2 ol Y J 5% 28 156 FH — FE U7

(2) XFFAEYRATAUH — H XUIGA Y7 R a] fff i A ik
BRI PCOS A IFHE IR IR B3, B AT OR J5 75 45 F —
UK, 2270 oy 2 42 AR DARTA5E 24, 7 AR 208 1A s v
GEI FEARE A G 7 S A L SO S
X T A B A% 32 SO RE 52 I 15 2R 9T (R &
I R R A ) BB T )RR 3 A G AU
[ZW5(Z) 1) #4r DIFERFE AR E G, 7T T
HEA LT YR — H OSSR T

(3) X G URTT PRI o iy 0 sl g 5 R K i £t
B WA Y B PCOS B, Bl Ik e 75 152 H —
FHOSUAIR , 2870 1o A 2 B R DA RIS 25, JF kA 16 =X
T, 22 e M A W 25 R % T RERR 2 GDM Bk
U YR BB IR 9% (overt diabetes mellitus, ODM ) 5,
IO 3 M 5 R 5 T T AN S R S s A AR T R

S EIRITH, T R AR [ SN () 1
(1) 4 1 e BB G R B, ol F 3 A G g 4
—H XA

(4) XFFLEURRT— B AR H = B SUIKA YT B PCOS
SR 0 Rl B A= A AR HE B A (RN R T ORI,
JOf FE A 5 AR R AR5 ) — HRUK, 455 24 15t ) AS g
FHRIK,

(5) XS FIREEIRE B 24 IR A PCOS & IFHE IR
AR BRI RIAYT . X TR B R AR R
e 5% 22500 2 X DA AT A5cds ol WS =, an e 2R k[ 2 L
F(=) 1A ], T R E AR S [ S5 ()
L) #B4 ] HAE BB S R s, vl T4 4R 3 A —
FOSUN I B R

(6) XFF MLME— B 1E# 1 PCOS 2215, N4 Uz 1
W B 7S A E 1 N 5 PR B A A B AU 7R TC AR S ik
It BE A R , rT TR gR 8 — B OSUIGA YT, LA
/D A R R E IR R T I

2. ZHUNGA YT 07 2RI . (1) = H SUNKRY
AR A 500 me/d, 38 F HE M 1000~2 000 mg/d,
AR IR, (2) R4S (=) 1 #8451 PCOS i
HAH ZHOOUIGARYY B AT, fE R E s R E R, —
FHOBUNICAT A 4 0 i R 4 0 B0 A — B [ ey, 9 T 4 Uk
R

3. ZHUOBUNON: B I, (1) B 2 ORUIR
AR SR AT R A 51 5 AR K Z R 8 R
B, ANDOZEA MG B REA 4 8 L% oA (ot
IR ) BOA JEUE N R B R g2 RS i 22 id i =
HOSUIR 5t AR JLIE FER T 45 10 E 403 s ) 22
3, ABER R RUIRIAYT Y (2) dnde e A
i = W RUMAE s AL 2 W (=) 1 #4301, A
NS LG YT, (3) X 4 B 3 A A B ORI Y
PCOS 2Pk, 7658 U i I 7 3 7 W 0 245 90 1) v g AN
RSN o HRT, A USSR AR (H = H SOV e i AT
SR AEAE R B1 B12 FI D R FEEAC S, JCH AT
FE AR B12 A RR P I B LN, 1T RE
PEHEFEAC/INT Il L& A B AT I O I A5 A Qe g
) AT R R S R AR 3 AR R OUIK
) e 7 A ) R A T a2 A 2 B 12 AR K, I
TR A e S A 4R R R B12 (2 R4 R
R

EES M TIERMCE_RANMEERERKS
PEHER PCOS EHIERFEE , EUBEENERRE
&, AT B SRR A 4 432 435 PR Bk 13 SR Bk — R WL A B
YVERIT . (HEFRS: Ob;iEERF:B)

YR 9. X TSR BTN A = B A4 fr o] {66 1 4%
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XFRH PCOS & HERFEE, U RERERFTHIN
RS RIMBIM{ERIZAETH PCOS £& , MEEM
INEIREERA RN, HFERSEFAFXTREM
L RBMBEENER, PERERBRDEMEE(ERE
FA: La;iEBRA.B) ; T FAEEEZHAEEES
BRERErE EEEERSNBERER, T TENT
YREAGE R — A AKBEME TG TT . (HEFFR B O b;iEHE
Z3.C)

R 10 X TR AR EZ T ZBNANGETH
PCOS &% , NEH B AR H N @M H T = H
WAL, EERINEIREREER, RBRAE T2 R
Ko (HEFRF: La;iEREF.C)

R 11 3 F it kIR 2 £ IR/ PCOS &7
WERFEEED , MEERD RN EMESEZFEH
UEEES, EEENERER, T T iEiREMAZ
X ALthBIBETEETT . (HEFRF: Da;iEHERS:B)

e 12 3 FIAEEFER PCOS 2143, iNEiREA
R A BN R EFER=REE, EEEAN
ERERE, T TERAERA ZBXAGET, (EEFE
A Ib;iEHELKH:A~B)

(=) Z B OBUNICEE i 2L 58 %) 1oz FH

R LA Lo P R — R U 2 24 7 L 0 b 5 0
RN 0.13~ 17" RAEFLH P 25 i e i
B A A BE A o L mT BE X S A A Iz S )
AR GRALPUASHEAE XS T4k W5 PRI 1 1A s i A 1 )
PCOS B ETEMHILIN LT W AIETT . WA S
JEERIE I PCOS 18 Lo 7 Wi 2L 39 A FH = FRY SO R34 5
W A A A S i I 2R AN e A T )™ B g M s PR J
Z O AN RE A LR SRR LR SRS R,
BBV [ R, A B A i 2L R = FROSUNICR M
BIT .

R 133 T ZLEI A PCOS AHERFE R E,
BIEGFEERMRERBEREEFNTES MENERE D
EEHMAEAEEEEX L AFARFERLT,E
EXENMBRER, A EMELHA R A Z B AL 4
BT, (EFERS I IEREERS:C)

£ HRIAEE F W PCOS HE s fa N
19 18 H

(—) @A XUGATT B 5

F£ PCOS T/ 4F v — HUOBUIK ) 3K 25 F 8% 22 o K
T/NBEARBF I, BN EAL T Meta 537 R, 5
COC AL, f# 1 1 700 ~2 000 mg/d — F XUHRIE 97 7]
HEH A PCOS B A EHE R (MD=-4.02, 95%
Cl-5.23~-2.81, P<0.01) G B[ EE(MD=-1.19,
95% CI -1.80~-0.58, P<0.01) .LDL-C(MD=-0.86,

95%CI —1.11 ~ —=0.62, P =0.002) F B (RR =
0.41, 95% C10.19~0.86, P=0.02) " | /NEEABFSE
s, O OSUICA BY 1k 5 E R IR BE AR A
PCOS B 1Y H 2 J8 1 DL R REARME S K7, I,
THMIEHTFURE SR ENEEM
PCOS B F7EA WG s W Stk B BCA v, U H:
Y COC 25 2 o & ATt 3 i, Al s T H 248 8 9
iﬁi]jlif[ﬂ,iﬁ] 5

(=) ZHIXUIGRTT B 5 S FnyT 2

— HORUIHEREIR Y7 77 R 1500 ~2 000 mg/d, I7
BE3~6 42,

(=) ZHOBUIGA ST i B = 0

T HXARAT T 10 % KL LEME 4, H
ARRMAFEEFHS (=) 1 #5,

ERE 4. URBREREATHSEEDR PCOS &
ENMESEE, EEFARXTHMNEM EABKANA
ZBXAGETr . (HEFEZLA . Da,iEHERH:C)

I\ ZHOBUIRE il 4 25300 PCOS 3 R A R

(—) TEA N F IR YT B

AR B A A G I R OK T REZ N R, R
PCOS B E 425 5 i Z AR s i 2, H
A2 ] PCOS FB A 1A F 23 VR [ Rt B 186 o 38 g o Ut
TR, frde 2 5 LY TR 283 & PCOS [E A G517
e M A AR R AU 5 IR ZE R4 283 PCOS
A, OB 32 T s R AR S

(=) ZHIXUIGRTT B 5 SRy

FlZa 220 PCOS FRIT R AT RS M IA T
TR F BB PCOS B

(=) ZHOBUIGA YT i

48 22 0] PCOS B Bl -5 I, W 1A ZFh &
FERE | T B B 22 P20 FH 1y JAUSS: R B TR ]

Wi 15 FEE 28 PCOS &R, A A _—H
WA EE R EFE, (EFEZRAN: Ib,EHREES:C)

Ju, ZHUSUICE HoAh 25 9 A5

(—) ZH XA P RCRER AR PR ITAAr i

— TN T AT 24 S H BIBFSE o, 1l
THXAGAYY 3 AN H IR, A E RS B S K
HOMA-IR #FEZ I 1R NI, 6 /N H 5 T REEH ., #2R H
ZyJ5 3~6 AV R R A S HE Y,

() —HXUIR S e M e — i 2 ( thiazolidinedione ,
TZD) 23k &

TZD 2542 2 ML R I R R, R EARER Y
AR B 15 ~ 30 mg/d AR, AR D3 AT A A
HPE LR RACHT AR e v LA g . B
e N, HOSUNCS itk A% 51) R 56 OR T ek PCOS
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JBE 5 BT LG SR LT SRR KT 18 S RE IR A
PAK MASLD &A= R 0t A 27 T 4 42 7 A
SN RO AR B i R A 25 B G T 2 e 4%
Sz 2y ] BUR R R IO B TR ¢ K2,
B TARNERE A B 2K A PCOS B3 HAR JiY
FET AR PCOS JBRE PR . X FAA 3 2 BUE IR
I PCOS B3, AN ¢ FH i A 2 ), 75 22 8 3 A
[iB=98
=) ZHOBUIRS TR R AR 1 Z R s A

( glucagon-like peptide 1 receptor agonist, GLP-1RA ) A&

HTEH R G TEN I Cochrane ZE R Y8 I FE A=
67 TR ELl K BA I EACR 1 GLP1-RA )
FHTENERE PCOS 3 A1 /D 4F PCOS R fa B, 4n
FIPLE K A Ak G IR AR FRREAEMH CoC 1
FAb b, GLP-1RA BE& — B WUIKIA IT BE o I B i 14
i ORE ARSI R, 752 S, 78 PCOS B
56T ZHXUIA GLP1-RA FIBE& 25 0T 9T REAS i
BN K2 Ak i A R UE S, R 26 0 1R) 75 EEake 42 7
Ak 2 BB IR G A I M /AL R PCOS 3 ml ik %
T HOBUNS A A A LS Y UE Y GLP1-RA BRA
I A AR AR S

(VU ZHOSUIS 4 A R )2 B T 2 (sodium-
dependent glucose transporters 2, SGLT-2) ) ) B A

SGLT-2 $il 7) ELAT AW | vl o | el 3 i £ 3% I 4e
PIFER . A /INFE A B 5% 7R, 76 PCOS [ T,
SGLT-2 1] 5146 Uk 5 70 638 A1 oL Y75 . 1 . 8 26 I il 7K
S T AT REAR T U RUIRY AR R BE AR FE PCOS
BE AN IS W OUGE T ek H 2050% |
PRE A TG o0 b 25 0 R 2% ik 1 X AP
A RES B OSUICEA 2347 A B, 170 I3 SRR K R
251 P 2 T ARURI R B 2 AR R T AR b F ORI 2
PR HFREEAE PCOS B, — HWUIK AN
SGLT-2 # i S I 58 B A /N KM 28 2
HRFUESE , F 24 303 [ 5 Bkt 2 i i A A FH 1
M RNAR S, FEOUAE 5 Z RPN AR IR B 2 BUBE IR
) PCOS H& v, AN B A SGLT2 A 71, 75 52 ke 2 40
G

(L) ZHRUIS A b B A

X} AR BEAY PCOS B, i ARG+
TIGTT AT R B0 /N T IR R T 5% %, e
KU I ety BT e P g s e 6 7] ( SRR D
fib) . 238 i 400 R AR L A b i Y
Ve TG TR, /NFEAS OB 58 4171 | LA Rl W A1 e
WK, H ORI A SR = AR Y7 A v AR
TP T Bl — BN

(75) ZHOBUIRS Ja 3 1 ik 22 25 Bk

COC T8 & A A B MERCER (bR B ) 1220
(L0 R | T TR BTN 2 R RN 2 AR A AR ) SR IRYT
PCOS & H A B 5 e 3 R IE 19— 3697 24
Yy, 1 R ) A I AN R N 5K D 1Y
PG RUESE R, AT COC BZGIRYT, COC B
A T HXUIGAYT B2 PGE PCOS H 17 M & I AE
RS FERBS Wik, XTI AT TR AR &
IR B AR KU i PCOS (3, HEFE COC Bk
A U T 28 8 SR R Rt s R T

(&) ZHXUICS i HEBR 25 Pk &

X} R Al JCHEBR M PCOS AR 3| 14 3k Ok iy s
VER—LRARHEBR 252" Sfe il e B A — F UG YT
Al PCOS JUE 2 H LR 1 7e B K SR B
A 2 UIGAT T4 8 PCOS M I HEIN % (LT 21
Tl RCT; OR=1.65, 95% CI 1.35~2.03 ; 145 T ilE 4 )
K (KT 3 T RCT; OR=2.44, 95% CI 1.03 ~
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