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Abstract

As a major public health problem among Chinese women of reproductive age, the prevalence of
polycystic ovary syndrome (PCOS) is increasing year by year, which brings significant impact on
women from physical as well as psychological perspectives, and insulin-resistant polycystic ovary
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syndrome (PCOS-IR) patients occupy a large proportion of this, and exploring its pathological me-
chanism helps to find corresponding treatment methods. Metformin is commonly used clinically
as the first-line treatment for PCOS with metabolic symptoms, but the effect of this monotherapy
sometimes does not achieve good efficacy, so the combination of Chinese and Western medicine
treatment methods to summarize, is reviewed as follows.
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1. 51§

Z PO BLZAAL(PCOS) I 1 EAFIL A m FECR IUAE . 22 BEON B S AHRORFRES, 526, AlEA
BLAE LI AN B & FRARPUA G . PCOS (AL, BB JEA, (HARZE Y 0 i AN D BE 2 ELAE PCOS
T B AR B A v GBI E T o R BORHE R L AOW SRR 2 0 20~40 &, FE 2020 £ — T & RN, B
FePHRAE T PCOS R E E RO L8 8.95%, BUREH-HERIHIN 7 =02 =, RELAEH
P WA ZE L IR 22— 110 H Al REARS P n A2 1 57 V0 A5 P e 22 (0 IR 2 W 22 B 0 B2 5 A A 4K H -
1) MR HEINETCHRDN; 2) mMEscR RIS R E; 3) OPSR B MRS, A7 i RS PiED
WM B TR REE 7 S W2 R e v B R AE 2 U0 RSP [H 12T 4R
FA PR T R E E S R2IT R R RE A B PCOS 2], PCOS o 2o (5 B 3 HCHUZERE IR« IR
SR RIS R IR (14 59 2 05 T B AT TR R e PR T

2. REZ5 PCOS-IR £ZHEHSIHIIAIR

BURER 21 R B PCOS-IR MIAMLE, &R ¥E I IR 1745 PCOS B & Film R R L&
WA RAE B FH VIR, WM EKCP AL @RS R e ABLREIES . HXEEE Z A
SLATAE, 5 IR AHELROM . [ B 3 AR B A A A O AR s JB B 3R e A PR R Y PPAE . LA
NEWi H P IR &Y BRI A B Besh, BREZICIEI TONE. Rk, R, BRI,
TR LA TR PR B B SZ A 3] R FR AR P A (375 0 B8l A e s A ) i O 2 e, 3 B B
DNA FER R A R, R 55 A N B s, 1 o S i e A PS4 (3] £E B AR Zh RE L3 (Y 32l
TR ER MUREAE AR 4k TR 2 AT, T JBA o B AR 22 B O SR ZR S A1 2 AL R RO A A T v i
FKV 2RIV RLR G E R B 2R ME =, PCOS itk & RIRPUA A2 B T & =15 5% B
SAATEVEBR G T EEAI[4] [5]. B2 RIBHREY] PCOS B AFE RS FARPUNACLE I BB 5 Z AL, SR 5%
T FRARPUN 2 B ON R LZ AL (B 505 R R AN, R T E K ARPTZ PCOS /3 A B A7 1E HOE
WL BT PCOS SIEIBAFAEGWL[6]. [ S RARGT—IRIHIR 1045 58 IR BE A3 B 3R ) — R AN IR 1A
SEIRNE, T R B A R R A Y S SRR o B B ARSI AL P A 2 PCOS b B2 AF
SR, KZH PCOS BEAMAMRB RIS, HATE IR R PCOS & K AEMRPLE AL E
BERIFIER: ARRKIBE TR T BE 22 s i 1 b R ARPUAE ISR B AL P R . JEREIE S 51245 8106, H
e i % I 2R IUE AR B F AR BT ORI 3R o A W FE A IR 5 2 SR P AT B B i s e DI A 5k [6].
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KA

IR 5] 2w i & 2R MUAE AR 3E PCOS R I s e 2R IURE(HA), KA g 5 25 mT DA s 444 s 22 (LH)
755 IO B R 77 A 0D BT I P B R 45 A BREE L (SHBG) & [ 7] [8]. 1M PCOS etk & (ki 24>
BRI IR JF S B S R S R IMRE, 3k — 253 5 U S R A0 B A 2 2 A9 [10] [11]6

3. IRREZERX PCOS HIETT
3.1. REEEEHY

PEERIRTTIRIT 10 E bR 25 e B 3 52 1, /b i R I AR ME AR (2 6, TEHEOR ), RE
IEHEMAZ AR AT RE ). mlE S FR ARG ZR G AE R PCOS fEER, 2 2 BUBE R (DM)I1 5
KR ZR . S5ARE PCOS HIE ML, PCOS A% 2 RO FRIF 1 B R m H 5~10 fi5. BT A7 M0
A, SN ASE FH A 2 B AIR PCOS 18 22 AR FRs AR (1 T2 Btz —[12] 0 —TRUZE2E 3By 2 BA JER 15 2 35 8557
TE¥6YT PCOS Rk 7 RERMS MR, ks A A0 M BAQUAh, X Le24WIEREfsVE T T N i A DR &1,
ARSI RS, WEHEN A A LA, BINPR A LR AR D R e A . Bk, H AT RIEE S
FRAE PCOS et A FH g 5 3 3 0T DL A A3 7 U B3 R AR iR 97 PCOS-IR 1A 072, i 2 EAT
TEJR 5 AN ECK S IRPTHI L R [13] = H XUAK(MET) & PCOS H i FH i) 72 1 P JEk 1 2= 2 [ 141 ] k2> T
HIERER A, SRS R AR AR T AR, I SR A ZH 2R R R R AU 15]

3.2. MBERFGY

PUBE PRI 27 anme kg Z0R . RS FE . PEAR AT R & KRT DAFER FBG. FI A1 HOMA-IR [12].
RA% NG D RN TE, ATHIHI S SGLTL, /b HiE R W 53— 71, Rk 51t ##] SGLT2,
PR/ B U 26 ) EE RT3 R BRI . FE— TR 12 A I ARG T R B R RS B EHE VR YT PCOS
AET WX AR F R — RIS 8232 o H s, R AL e &, JF A i = sk
o HZHGUNAEL, Rk 514 75 B AR PR 8 A0 60 R e S R e /K P 7 T B A BB RS . RA& S
PCOS-IR HEH AR AT ZFHN, XL - W& I EE 5 -2 #6577 (sodium-glucose cotrans-
porter-2 inhibitors)th /27547 PCOS 7 IR HIH AM[16]. RA&F115(CANA)HT Z H UG AT DLEE 7711
S AR L H S A ARE . BMILL A AP UIRE(17]. FIHL & BR(LIRA)E — Mk s, b
FREIKSZ RSN 7(GLP-1RA), FIEEAERE, B LRI HT AN 2 OB PRG (T2DM) AR IR R 4 B a2 DL &
W ERHE 7ok (18] [19] [20], GLP-1 ELHEAEH T/ By R ol 2 e b, a5 4] 15 2 ok PG4 /s v I
B, AT ek 287 B i NG ER 18], e UK AR AR -1 B2 RIS 77 (GLP-1) S ZE AR bk 0k i B mT Ak e
PRIV B IR EFN IR (GLP-1) 2RI A& — S B PURE IR W 259, 5 RS = A MUER, &
98 T B A JBR I 3R 0 A M o AT B & B 4N BE[21], GLP-1 32 A 4L BB AT 72 b 250 IR AUE
i B 52 A5 I T O IESE[22] . 3CFE MK B 4 B kA7 7T 3508 PCOS  f838 I 4k 5 - 50 & AR
#, GLP-1 ZAREshFIF MET BEARIT R H 4B M. 1 5 22 MU R S92 5 1AL GLP-1
ZARBENFA MET 257697 (23], EARREESE T, NEWIAZRM SGE 2 IR M EZIRS) K Z, GLP-1 tHn]
LI b k2> 28 RE B AR HE J 5 AR M [ 24 5 MET BAZ253697 A EL, EX 55 MET MR 2506 & 1 F 5l
VAT DO OB J5 R B R o, S T S AR [25]

3.3. IEHPHFER

FELERN 78 6T PCOS-IR & I ARREIRA Fr ik, /NBERRAE H 248 15 B 5 PCOS et b 4 FH it
S R I AT REAE A S AR I . HEBREAI AT . W R TR AN 53 B A 2y T B AR A
PINEPE, R AT DARER —F8 I PCOS ImPRAMNFE 5% [26], PCOS 8 B BAL I MEAb 78 12 J8 22 i A nT
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B R S R IRYT, EX SHBG AL /K T35 §EMi[27]. 42 BT I 70 o 28 B 1 & 442 & D /KF
5 PCOS MR AT /RS RMAFAERER. BT S, SRAHER DSBS, BA%ER
D Bt = (1) PCOS &3 B4 7 LIRS 58 . 4E42 3R D k= e PCOS LW LI, ] REZ PCOS #H
AR A R A A DGR R (28] W FLSCRpAb 744 R D X R AL AR SV A A, HdE
JE st A PCOS W B AL FELE AR 3R D B = 2oV 1R B 22 KB [29] - 158 ) 45 SR SR RERR — Sl b 72 50,
000 IU 443 D, 742 8 F, X&) = ARWIALE A0 2L PCOS AL MR /KA . TE4E4:
R DKL, XA HEIF A E[30], PCOS B FR4L4h 78 i1 B 4E4E R D (<4000 1U/d)
AR YEAE R D E VBB AR AT RE S TE S T MR (b A i A R D HHAWE S FRRBA)M
HOMA-IR GEZHE H AR A e 425 28 D B N FL R Rh 78 71) 77 T 4 s i i R U [3 1]

34. EFRARNBKE

A 75 SN SO AR 9 2 B SRR AR R I E IR T 7 3, B S PCOS i3 IR 154K
I B (IR B AR DT SRR AR A RIRE . AR AR B BMI]. A HRIEE A AR A A P i) 5 25 A
IR o A2 1 v I A BT AT B L BR 1) B T RE 20 T2 e TR IS PCOS AR S AR Loy (A B (e 5« AR,
REHR G A RA K. FFEER B, Sk, 5 XML, R BaA T mE(ERE BMI
FRE), JFHXEEE R BAMARIBOR[32]. £ —BURERKL Y& B PCOS HIAHRIT K
L, fEEAT PCOS [Lcthry, ELRFFIRERRIE 5N E DR CHO, i f 41N (PhiB). 4
MR R . N HE . HOMA-IR. 5 S2 [ A1 BT A7 JIEL ] P48 e 43 25 B IR [ 33 1T 8 73— JUAH 2 S8 vh i B
S ERCRARLL, ARBOKIL S YIIREAE T S8, Wi, USSR R s b Beg
IR & (LCDYXHRAEA 1~5% 1 BHE RS EM . PCOS HFRE R TTGEHEIN SR, 224, mlEEs L,
G BERB B 3K, R RARST[34]. X T 2 RINELEAIE(PCOS) LMok iid, RT3 A b &5 3R
P> R REAE M IS AR 2R YT G D iR AL A B BN B SR AR AR PR R 5 R T LA
AN TR FEE R D50 IR Iy R AR S8 I S, PRI BMIAH SR, T AE LA A 952 PCOS HIMH SRR %,
BEIT A RE S T M. MM R, fE TR ZE A M poR Blash e 1 fAg, Wb 7
PR Wik e A R R By 2, TS BT TR AR FE DI REKIRE 1 ANS R [35]. € IIZ B W] i PCOS e E i1
o R R o 75 B3 — 2B IO ORI TR 8 18 3 T T2 75 BE k3 PCOS AR ™ HCo A 5 &
P A AE AL AR B S5 [36]

3.5. BBEFEAR

LRI RLEAAL(PCOS) R — M A LT A 7, 5 BB DA G o JBIE T AR (IR B AR B 11
BRA) T 3 PCOS B — R A R IAAH R I AAE . SRT, AL T A% PCOS HLEAST R AHE -
FEABT SR, WIETFARA BT BE050E PCOS BFM A LR . ZBIELUIFE M. S50 . SHBG
A AMH 7K. XKW, PCOS #HAEMNMWF AP Zas, I ReA BT oSBT EmA R, B,
T ARTTHERE PCOS ARG YT AR A AT VERUHTE£E[37] . 48 51 — WU B2 T IR S4B VIR AR K
g, BT RAE = HORZI6 T AR EL, TR R T LS T AT P 2 W0 A S5 7 T B A T
AEERIIR R RCR (381, (HIRAE T AR i PR AR i R A5 B IRAIE, 30 75 2 5 22 i PR et AR 6 o

4. FEX % EIPRLEZAIERIIAIR

FEF [E AP ERAESCER TP OFE “ 2 EINELEAAL” WA KA SICE, P, TERCRA, ERYEHEH
gk, 25 SRR, WRHLERE “HE” “HEEH” “HEKH” “AR” SEZ ey
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KA

FEFEABLZ AL, W7 LATE 5 2 MR Scikic b 232 20, ACREAR 77 THI SR A 40 AR SR B o A%t PCOS AR %
FEIR AR S ARk, PEEN LR AR T, PRESAAE S EIE. MBSE. PRI, 5
HE 2 TN LR S AT (AR AR ORI, T30 i L 26 S PR BRI 35 R RAE . HF. RS FSR0RS,
FAR, LTRSS RTINS RE Y, MECRGET R, BRI, K. R, T
2RI S B R e T AR A R0 IE BB AT. K5 B RS 1E Fo 7 B — s R 7= AR 1 B (e ok A fk
ER AR R B RN R A IE LRI — RO R . R, s, i s TR A,
ZHk It ST MERIE , MG, B, KA S M IE AR IR . M i, K
VR AR, 2N LS E AR S 2 W E SRR, B, R -
5. FEZX PCOS-IR HIETT
5.1. hEGAETT

W (301 THME TV AL, 3% S B ANE, 5 BE A DAL AR A . AT 5 F RN AR I IR
75 PR PCOS HEGRREFS ME AR 2 e 4, oidte T 9 40 MR RN B, i T HEgR 2. SRS [40 4R L
WG 4 PR S EETN T PCOS “W Bk #E” BUM M2 ASBAR, WL B 10 I AR A 7 I 5 S
L PEGH HLLF ARG 2, BN BRAR,  HE ML T B A B B R v A 0 15 2 B M ER 3 L
Rigok, HE—HE IR, T[4 AR B 2 A B B A Pt 1 oP R TS A (AN B B B, T
B R PCOS J7 205 %, FETATIEINE, SO £ EEL RIS TR RN RR . IR [4214
“AGRMRKR” , “A%BD7 | “BEpE” SE%E 9% 5 B MERERGIHERE T “BoR
B RIS, W CABR S 2 NS A AR LU A, BOROAR, MBSy, b
FNEALEE MR BEAT IR YT o B /NBR[43 15 F ) CORP S BOAIRR ) o b ot 37 it 22 428 s 1 DU 4903
I B R 5 T 5% L P M v 7 J L v 20 2 0 ) .45 A5 0 T LU I PRAE AR, 78 91745 28 201
WA B AR RS I T e . EOTEOR 440N S I B, G LRI AR bR, s fgis, R
H S5 R R AU S S 4 A Y L P B B 2 I 7 SRR T 2 BE R LR A 1. RN HLE S
MR 2RIT K2 RS HENE, BRERE, WTEEMERH R, i3 PCOS BEEFRE, &
AR 7 TR 5 A

5.2. $tRIBTT

K PCOS Iifii R 26 B0 5 %5 Bk 3= VA RE AR A, Thi 5245 | 25 4R 2 48 Wil BRAG FIA k168, B G K . oMK
KB BaT. R Bk RIRDL. AMC, ST S AR IS S AR LG, I BKE RN IR R
MERE. 507463 E T FSAENXT AL, FHRWEHEHX T PCOS-IR MIERIT R, AHF
GERFEH], HAFTT ARAR IR # PCOS Hi# IfLiE T. HOMA-IR. TG. LDL LLA4& 7 HDL /KF, Hyrak
S5 ES, A TC HIRRCRA T I 254 . S2meHk[47] A I8 T REVE B0 20K R 2R (A —
P R) 515 I SR A4 SR RERESL PCOS, TRYT Ja i B 2R KPR E0R 1 B BF (AR 3 Seit-2
B RITERIVE SR ER T R IR EECE L, XITTHA G AR, R B RS LI A YT ik
BT AR BRI R HIE, H5PE2H WE mERIER L, HREx4e.

5.3. FRELSEERTT

LI R SR AR U R 45 15 (R T VA0 2 OSSR A, AECGE IV ELThRE, (2 HRNIRT T STy T 1
AR YT R 35 BA MR M RUK S5 (CO B A 6 I [48]7] LLtks CC RN mifH IR IR UK
T, o O SR FE R R A AL ZIRIEIREEIRRIG. IRIG AR E A RIS R, AR & TG I 7R €
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HPHIE CC AERE IR AR HE RS T8 IR B R R, AT REARXS 5 YRR 7 32 PR 2R T 520
FE— TN B I 75 36— FFSUIIA ST ( meta 73 hde i, — WU iR 7TT PCOS-IR [ —£8 254)4E 4
R B SR ARGy T R R4, (HAEGRHR IR YT AL R A 2 BT TR IR N, R AN B LR
OB ERE KT, R 2 AT SE D 1A RSN A L4491

6. &5

PCOS-IR IR BRALE M AS B M, JoR B RARBT I R AAFLE TP, 4G hERBARINEKE,
PR P R A 7 2 P DR 2 3R A R R 4 R o eSO AR 0 7 s i 99R9T PCOS-IR IIRAGIE S, BRibz 4k,
ik 5 S ORI AN R 2457 LA S IR B 2R T, o 2 I o R R 5 2% P 4 O QB I IR 36 FH
BONITZ . EZGYT PCOS-IR MIMLHI A TESE, (AR BIPEZ6I7 GG PCOS H&E .
HEORA, FRARHERE . SHMIR S R ARPUSIR B A Ak, R B E P A IS R B KB E . PEZ5R
J7 PCOS BT AR 2N, AR FEE AR A AR A RS, RS BRI Z LA %
A TR R L

&E 3k
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