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WE % &9 £ 48 4L (polycystic ovary syndrome, PCOS) A& —#F & JLag4a#t i oik J?:J% =T
FRAHRE, EHERINA A BHEIANFE. & ZE o JE (hyperandrogenemia, HA). ¥ 2
4 A% 2% (polycystic ovarian morphology, PCOM), 7+ 14 Ik £ % 4&41i(insulin resistance, IR) N
B RIAFTE NI 0 e, FER A E. PCOSHE B A4, BRI, Aot ‘%umﬂﬁfé
EE, 2450 A, Elﬁbi??% B é’ﬁé’%is’i#q‘?ﬁﬁiéﬁ BRI R, IIIEIER AL, TEREET
PCOS#IS TR/ RIatumlAnia 7 77 K, B EIRNT MiZ ka7t A 16 R 1576 BT % ﬁ%
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Abstract

to female infertility. It encompasses diverse clinical symptoms such as irregular or absent menstrual periods, hyper-

PCOS (polycystic ovary syndrome) is a common gynecological endocrine disorder that can lead

androgenemia, and PCOM (polycystic ovarian morphology), frequently accompanied by insulin resistance, as well as
increased risks of cardiovascular disease and endometrial cancer, which severely affects the quality of life. The etiol-
ogy of PCOS is complex and remains unclear, involving genetic, endocrine, and metabolic factors. As a result, there
is currently no effective cure for the condition, and treatment is mainly tailored to management of specific symptoms.
This review summarizes the diagnostic criteria, pathogenesis, and treatment strategies for PCOS, with the aim of
gaining a deeper understanding of the disease and providing new insights for clinical diagnosis and management.
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Z BE Y L5 1E (polycystic ovary syndrome,
PCOS)H]! Stein-Leventhalé,?/a , T 19354 4% STEIN
MLEVENTHALH X #kIE , & —Fh 5|k 5w il Lotk
A B ARG IR B R A 43 WA , 202348 iR PCOS [
brfe i ikiE , PCOSIHI I 10%% 13%!". PCOS
ZEFTHEEM, USRS AeKIHHE
NN 5L 2 FEAE AR (polycystic ovarian morphology,
PCOM)Jy 2, [FII, & AR 1 5 = AP (insulin

resistance, IR). fIEREAN ISR R 955 S AR M50 , 5
W] 51 R0 USSR L . 5 N e DA
FIAR R RS A CoBRAREAIE , ™ B 52 e S 3 0 2B i g 1

20194F A B P59 1 5 5T (Global Burden of Disease
Study, GBD)U 2 Hh 2044 B K 88 o, 23k
6 60075 )\%ﬁpcos Horp, 102198 R HPCOS K
I . ZHANGZE W 78 & B PCOS 1 &9 5 A1
gleﬁﬁflf SR HE X 22 5 A BT AN A, (RS &
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PCOSHIAER . DXIANE K 40 R I [Fr,
NZEK B850 (human development index, HDI)4b T
ST B K B A IS AR AE A K 3 2 (aged-standard-
ized incidence rate, ASIR)FIAF G FRAELL I 2 (age-
standardized prevalence rate, ASPR)[#J34 K #4 i it
A2, PCOSTINE 2%, ¥ stk WAt
WSS R R, 24 MR Y], Bz H i
HAHBMNARITSR, UXPEIRT AE . KRR AL
T PCOSHIZIbR#E . RIRHLRIANGIT TR, BER
N T ZIR IR AR 2 TR PR AT Lk .

1 PCOSHYIZHFFRAE

PCOS ¥l AR Y BA v B 1 5 o M R A2
AN M3 I R AN RS, [F) I, i 3-PCOS
FR AL AT 52 2% M H AN WA, DRLRG, AL E AT
A E ISR — I PCOSIZIbRE, X5 1IN IR
WMERIT TR 1 — & B R HE

HAl, B bR b FEG =M WibrdE. 5—f
19904F-4 H 3% [ [E 37, T AE B 5T BE (National Institute of
Health, NIH)# € I NIHFR#E: (1) @HERER MAE (hy-
perandrogenemia, HA)F (81 ) = MEBL 2 IR R KB
(2) JToHRER s ARG (3) FRER HAh SR MR 1T
Z IR, B0 FOR BB PR A A S R
PR bR R G A B, NTHAR i 32 225 AT 5 5L
VS R TROR 2 b ik 22 R R B D RE RS20, 1T
H T 7 A 2 o PCOMATRAE R G+, FFARBEFIN
P WibRitE . NIHFRHESR )5, 72 I PR SE ik A7 A2
B, i, Jo HAR I R BRE H LA IR D e
PEAG I 3 iZ12 W NPCOS.

FEBEEEA |, 20034E 5 7, WO AN ZR2E T8 5 ik
Jify 27 25 FN 32 [5] A B & 2% % 2> (European Society of
Human Reproduction and Embryology and American
Society of Reproductive Medicine, ESHRE/ASRM){E
REREPFE UL, FF b Sr 7 58 A E bR R R )
PCOSZWitR#E. «xWIRH, PCOSRZ — N DhfE
PEASZRAAE, HE R ZHAMPCOM, J 5
PN ——TIRLRE o i KRG 0 A7 o0 1) 6T HAR
PCOM/ZPCOSH EZAHFE, 2xUWLHlE 12 BPCOSH
JEERFPIHRAE: (1) F A HEIN/FEHEDN; (2) HAR(E) =y 2
BE MG R ; (3) PCOM(— sl XU gp 2 h B 4%
2~9 mmf] YRV AL = 124N FI(E) IR AR =10 em®), &
I DA B = AR B PIAS , FFHRER FA 51 M

Fik Z 1A, B2l PCOS? .
JERFPHRUE & X NIHARHE Y 78, 75 A 2 Wiks
BN T AR R I PCOM. MR RERE T
1, PCOSEFHIZ M HA . HEUPBEAS A PCOMIX = AMHF
TEEAT 3 Y, Ao DU RER AL 25 —Fh, BE AL
5 H I PCOMMAEA HEURERRS, [FE HELHA; 25—
i, BRI PR H BLHE OB AS A HA, {ERE A A
JGPCOM; 2 =, B3 A i A I PCOMIFAE:
HHA, (BTCHEONRERS ; SEVURR, B8 R A A H
PCOM A HEBR RS, (HEHAR . X PUFRR AL
T PCOSIFT A IRARISA . X PUFpRAF | SR
AR L, JEHATIPCOS 3 (1 N 7 W AR T e F A
FEJE i, AR SR B IR IR SRR e e KT (H, SRS
Pt g HRIR 2 4L, K PCOMEN N2 Wiknite fa , 7E
i R B FH A 1 b ] e A3 40 Jo A G Bl 40
W RS W N PCOS T 52 1T AN 24 16T
FH T HE IR 1E 7 (1) PCOS & 25 AR T fa BE A BER
ARG B R R v ) R, A WS N PCOS
Je —FPREECR I 2 5%, TEIERE B 20065 1K
KL Z M2 Y ELEE1EYr 2> (Androgen Excess and
PCOS Society, AES)fill & | AESHRHE : HASHZ W (1)
BLEAF, HEBR A 5] AR & WA R ()
BUT, H IR RGP EOEHER 5 PCOMIX - MRFIE 1
[r)—, B2 W APCOS, WIAF/EHA, ANE 51T
EHEThRERERS . A £ R R PCOM, #BAS 2 LLZ Wi
JNPCOS, iX 72 58 = FiE Br E i [T PCOS 2 Wik EL
HAT, BERFPHR 1 A AR A B A kAT, (5
HORE & Z I PCOSZWibritE 2 —, PCOSE Fx
i B B L AE R P AR E B 20234E #T it PCOSIE P
5 A AE 201 84F [H B4 7 A JE At B gk AT 7 5B B
it PCOS [E bt B 46 H, PCOSZWHEFE A, HER:H A
Joi IR i, A DA FH UK 808 3R (anti-Miillerian hor-
mone, AMH)fX# 5 S /5 A, SR IF fE/E H &
AFUEEFTHA, WG 73047 8 ke 2 5 AMH 2 I
TEH/DER PCOSIZ W, HARIHEGR ) BE pafig 75 [F]
INFAEAE 17748 75 R 2 AT AMIH PRI 5 P 2 22 D AS 28 L
T, R R HA )2 W 8 030 e br v A L i 23R
(W mFGYF4y), A0 HATZ W7 3 SOCR R £ o i
B FH R 2 5 22 P ek, 6T A 4 A
A SCHEN X F D RS T T 4k, fEE D
Frp, HHRE WG 8, PCOMAIHESE D) Ge 15
AIRLA AR JE R B, #2023 4F 8 iPCOS [ b 15 7
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A: PCOSHATER BRI B: WUCFIE IPCOS R R, C: [ AUl IPCOS &7 1, D: L HILAIPCOS U %1 E: {7 A HIPCOS B
AR TR B R (%) 1 AAFR R IRPCOSII A [R]12 Wbk vk . NIH: 19904E 42 i (NIHAR #E, ESHRE/ASRM: 20034 2 ! 119 JE 45 1 FR e, AES:

20064 H IAESHRIE . n VAN AR & .

A: the global prevalence of PCOS!""; B: the prevalence of PCOS in Australia"; C: the prevalence of PCOS in Chengdu, China"¥; D: the prevalence of
PCOS in Turkey""; E: the prevalence of PCOS in Iran!'. The ordinate indicates the prevalence (%), and the abscissa indicates different diagnostic crite-
ria of PCOS. NIH: the NIH criterion proposed in 1990; ESHRE/ASRM: the Rotterdam criterion put forward in 2003; AES: the AES criterion proposed

in 2006. n represents the sample size included in the investigation.

Ell PCOSHIERE
Fig.1 The prevalence of PCOS

AFEHPCOMIE N FH HIPCOSHIZWinifEN.

TR 21 PCOSTEWibnik 3= BN RERFFHR 1,
[FIE, EFXFFREIR PR SE bR, B TARAAT T ¢ 2 2200
LEANEIZH) (WS 330-2011), B4R . HEHM K
B B AU H 2 12 W R L 226 A 5 [RIE A &
NFN 2T ) 1T (1) SRR IR AR R I HA; (2)
8 75 R I A PCOM, FEHERR A v] 58 5| A szt o i
it 2 FNHEGE S e, BPRT2 W APCOSP. itk
A, FRIE 205 448 P PCOSKIR R H 5.6%2 T
%8.6%",

A E I PCOSZ Wb E NS, 15 IR
T BIEAE (B ). teln, 78 202248 — IO B
65044 2 =y R AR IR RIS TV 0, 20 S A P B AR P A
#E. NIHAR#E. AESHRUEIZI PCOS, PCOSIH R
3 H4.2%-3.6%H13.6%M . 1990 F20234E11 A,
XT205006F e 1114 01044 5 A3 T 2523 0 i, AR
20034F 42 tH () JEERE PR e, 3K B0 28 9.8%(95%
CI 7.2~12.3), 45 20234 PCOSH FriE Fg , £k U5
4 6.3%(95% CI 3.9~8.8), P A P-Hb X (1 i 2
H2.9%(95% CI 2.0~3.9), %7 M0 Hb X 1) S0 K R
11.4%(95% CI 7.1~15.7)"21,

2 PCOSHY % mH&|
2.1 FEASWDEZE
R E ) PCOSLIibriET, HE&WR. W&

BB ASHEIN R 2 W (e kA, Lt H &
JE A A 252N i — 44 —OF S 4 (hypothalamic pi-
tuitary ovarian axis, HPOA) I #HZE A 43 WA 15 . Kis-
speptin & —Ff fH Kiss- 1 2[RI I8 F 8 i, e 52
PERRE R s . HEIARELS . B B R R
AN fE 17 H & £ ZA/ER 1, Kisspeptin
YER T 1 Fo B 12 14 i 3 3 RE 0B 2% (gonadotropin-
releasing hormone, GnRH)# £ 7t (1) i, B4
GnRHMZ T, 5 Hbkrf 2B GnRH™. GnRH
Jikcarh OB TCRT DL 2k i A 4 9 B 78 ) 3R (follicle
stimulating hormone, FSH)FI ¥ A4 i % (luteinizing
hormone, LH), 3 437 (€3 UpE & & F4E 3t HE
YRR DR M. HENFHE MG, AN W AR
FSHALHAER T ON &, DL IR AR S4E.
R HEIR A AT i SR AR

{HJE, PCOS &2 [¥] GnRH ik 8 8 56 5 fek B
NBER, I LHA Wit 2, T 50 I P IS4 g
A LHAZ A, 33 2 1 LH 22 50035 00 16 520 i 43 b i
EHEMER, RN, FSHZ W IR B8R, S22 A0
TERASZIE, KB 15T H%2~9 mm, EKAEL
BTAEAR, IE R PCOSEH FIAEFE D Rebsts . [FIR,
T ONVEA RE RO, B UM AN e A AR I A
VR T B AR I 2R A Wb, T 2R A
B AE /R DS, [RIEPCOS 3 A T B
HEL e (4] IR o
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B 7 GnRH T2 T b i — 38 1A — B SL40 1 b 22
P31 T 2K L A2 i B PCOMIR JE R 4, AMH B 2>
1L PCOM . AMHXT 46 5 51 6 i B0 A7 67 T 324
H, PCOSHEF INIE K B WIIHAMHZEIE T i, 4 5:00
TR IR (SERT UM R B 2 — B BO I ERE N
P, SER R E XA, FIR, BRI SDR e
DL 4 AMH, I A A9 AMH S5R39 SR BRI )
BEMIELD . BT PCOSEF I K F 2, K,
PCOS B # s H FAMH R H IEFE. 13 & i AMH
2L 1R GnRHANZ TG M4 A 1R B, IR a4 7334 LH,
T 33— 25 8 o L7 o R 2R R K, 2 B 3 1)
B RAREBE K S, 25l HA. BFRRM,
PCOS &35 A P i B I M R 2 R IE T o0 8L, 41 E
FLNARIT 2= e /D B RS BhAbh, B AR
B G e R, RS BRI R (adrenocorti-
cotropic hormone, ACTH) 73 id %2 2 T U B IR
A R, 20%~36% 1 PCOS & 3% i &
() 2 R VR T BB R R R U1,

22 RRE

PCOS/E W A AR MM, GFE IR, &
f Bt M A R 45 20, PCOS/IN R H T B A )
B8 R A0 M AR BN, (e T 0L BN AR 2R
N3 BT LA SE, AR 7 S L o0 R 453473 20
Bk, 5K B PCOSH Lot A LL, TS RE JR 97 /£ PCOS
BE RN R KRR, FEEAPCOS
171 000 N H Z9F 4N A A TR MR PR 21 IR
TIAURE R (08 WEAR , S AERE . M = 55 5% 1)
AHIE, {H IRFN B 47 5 45 20 (body mass index, BMI)
HASEAA, ERILEAPCOSHI ik 4P th R
H IR, B IR PCOSZ M KLH 80% NHEH , 1
20% Ul i 221, TROE Ik 52 M 1 2 AR A B 51 T
RE, HE—2PINREIPCOS. =i & 2 MhE AR 23980 /b
B B 2R 45 A BR B2 1 (sex hormone-binding globu-
lin, SHBG), SHBGFJ 5 ¥ 3 25 A M T PR L 1 375
KPR R LR A AR PR PR B 3K K 2 B
GnRHIVBTI, MR HELHZ W, HlJ 355 5 76 JE 4 53
AR, 15 A SE R R T 25 52 R 0 1 PR VR B 3
BHAS IR A KR B,

TR I B 1 5y IR (4 PN PR 5% 2 4 3 14 4K (reactive
oxygen species, ROS)f Az 18 B i Hisa A s e
TTE R, K= ROSE: SEAM R ™. 7£ PCOS
B, UL AN TR = R (A 558 T ROSHAE pli 2>

B0, L A R A R BORT B S BT, I 5
RARFVHE#S IS 2 0E , HI0 A O L 1 L% 20
PCOS e PE (1) B L 305 A IfiL 375 = 1 8 Ak S Bbs £ 4 T
B, S RO KR ST, SRR T, B
TRFENEIE AR 20, [A)I), ROSH & DNAS AL 175 1)
KR, DNAE WG FEURRER . — IR LR,
AL N T BUR) DNAT T 5 PCOS i 1 91 §L 0 A7
9‘%[28] R

JiE 5 72 ML AAAR W 3k R oh k15 2 S B AE A
WA R, AR Z 45 PCOSHIR A K.
YUANZEPVS 3 it & 35 11l (dehydroepiandrosterone,
DHEA)% S 1 PCOS K R ARt Ig i 4121 (brown
adipose tissue, BAT)JE % i 2 F#AIC, K BATH2 18 31|
PCOS KRN G, K N IE BATIEER &, Mfi$e
ISTEENIELES ¥ S O L N e S = i AT G
23 REEER

WA R 32 PCOS A 1 B B X K %, PCOS
B HA SR BN LY, X PCOSH# R AT R
ForHr, KIPCOSH 2P A R AL —Ff & AR FE .
A, HAFIE R LHASHBG/K V45 1, BMIF ) =K
PR, 59— RO AR Y, FRFIE & BMI. %
HRERIE S 2K B SR, 2N AR
5 PCOSIIRAER XK, 5 MHEHERAAH . K
B AN AR G B R B2 GnRHR(Yw 15 GnRHZ
&), FSHA(ZiSFSHPI %), FSHR(ZiFGFSHAZAE).
LHR(SWAS LHAZ AR ) LHB(%w i LHBY 3 )25 55 K 5
Wi A2 1 F B 25 & BB . CYPLLA TS HS 5 I [ i 4
R AR TE B B )« HSD3B2 (4 05 2 0 T Wi s
AR ZA R ). CYP17A1(YRESH 22l 40 N 170-
PR, o S A R R EOEE ) HSD17B(4miY
VRN BG4 N BRI ). CYP19A (RIS 20
K PAS075 T AL, W MEB R e b e 3R ) 5 5L IR
5 A [ B 2R 1 A B S Th R B, AR (YA I Bk
FXAR) SHBG(HmtSEM R 45 G ERE ). AMH(9w
i AMH). ERBB2(4sh 3% B2 K IR 1- 2 AR KR 1 32
KBS E R BAE , ZBFS 5 PI3K/AKt(5 5 4% ) &5 JE [A]
2 25 [ B R S AR AT 5 g B, INSR(Ymbd ik
Sy 328 RSBk & 22 Rk ). CAPN10%%
HE PR s g i 2% A ThRE K Re AR, L, INSRIAR
T 5855 PCOS #1755, CAPNIOZwEL S & 11 #i
EI IR B N, S5IE S R %, AR
5 5 ISR R AT 520, FTO. PPAR-y/ JIEJEIAH
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REEW, Horp, FTOZ%wtS 2 W B G , B PO T
-SRI R, T 25 BRI R e AR P,
PPAR-y#wt5 (1) 85 1 ot =& — M s B, e85 DNA
SEA RS RE T 434 ORI BE AR W, RIS HAE R
Ji 5 SR I IGRI B S2 AR B DL B SR IR g S AR B B
R % 75 1% (single nucleotide polymorphism, SNP)#B5
PCOSH K.

B 7 R R AR AN, PCOSH 5 R kAL &1 4
Ko P IS 5 R 2 OB A G SR IR R IE ) e A2
L5 0 S ST B A TR I 3 A AR GnRH K o B
ARSI LR B, DNAF 3L 2 5 5 H %
B AEFRERAMRE DL 5IRMIES. B#ERE
AR AR A 755 0 R I AR K R B AR O )k R R AL
SR IR (%35, i ROBO-1. CDKNIA. HDC.
IGFBPLI(#wISJES ZFAEKRAF4EEGED A
IRS4(Ymtidh ik 5 22 52 ARSI 4) Ji 31 [X Sk 0 4% 1) . =
R 34k . Hodh, ROBO-1% 5Slit/Robofs 5@ i,
ZAS T IE RS T IR T Y. CDKNIAZw Y
21 ) AR M B A ) 1), CDKNITAZE R JE 2
T~ DX A 2 2 4 ) FORE 4H B FR 3 B, HDCHh
HEARRNRNG , %85 AW, HEEE,
W FEAG AN 1Ak, 23 5% G )5 IR 45 R RN D fE, A
T R 35 R A 5 101, 76 /N BR PCOSHE B b, 41151 2 &4
FRAL ) HDACTEE R 1 2 5 SURURL 48 i 7 12 2,
LAk, JE4w TS RNA (noncoding RNA, ncRNA) W17y
RNA(microRNA, miRNA). K5 4E4m 15 RNA(long
noncoding RNA, IncRNA). ¥IKRRNA(circular RNA,
circRNA)ZEPCOSH 0 & #576 HZ (1 /EH, miRNAZ
AT R RS A I BRI AR
[ BE A 72 4, PCOS MR A IncRNA [ 57 R ik
5RO 20 MG A L T SRR AR BCFIIRAR G, [RIR,
PCOS 3 I RIURE 20 B AN B VL cire RN A B AR X
TELE 22 R,
24 MEEEFEAN

AMEREAR SR RE < FEPCOS. BARE
2 INEPCOS, ABAE/N R, BB NERER AL, &
HE UK & (high-fat diet, HFD)tH A] G S S5 A1 A= 5 1)
AEfEAG 4. HFD S ICRE S S 8UE FE T RERR RS
BARRI A E 7 BN 5 ) R 52 450 (R 46 51 VR
iERFEY, BRI EYIE 2), 15 1IEHFDJG, HFDX /)
BRI 2R B D R (A 52 A nl i A 90, H Tk &
JIg 7 B N B R0 N S A B T e B A 2 ) ) % R PRI A 9%

WEFECD, HAE, B G DT & & T Re 5 AR FE D) R
PASAA 0%, bhl, HFD 2 520 H 48 JE K B . AR 0
P 7KV DA B AR 4R A i R i ot 2

W FE R, HFD 24 55 /N BRI e b, HoAR R
BN, WiE R R R . PRI RERRAS . K%
R AR DL bR AR BRI T . A
VAR, WTE R A AR FEIE WA R VIO, 8 B
T EIR A B, AR REIRES T, FITE AR
PR ——FLIRAT B RIE T IiE TR, R, s A
A A TE TR A AT AT — AN A AT e S B E )
W, HFDIFEWIE R IR, 2N FREANES R
Gi BT RE, XML RIES IR, SR HERRI I
At 5 TR DG (18 B AR AR AL 2 DTAH OGS, AL, K
AHFD A fE£: INEPCOS. QI 7RI, A
HFED AR FE/IN R 5P 8 20 23 b 58 iE bR B I FRIE 7K F
RN, ORI AL AR E SmCATH3K36me3
W, UNVER B 524 . HFD S| B/ BRI B AR 1L
108 T B S 24 92 9 A 8 1 2 R AR R
46 P AU, T FERALC B 4 IRV % B, 3 AR B
DIReREnG .

e BA Bl 24k 24 7= ) (advanced glycation end
products, AGEs)t 5PCOSFE A K, AGEs & H H
Jii Mo B R PR U 25 2 B S KAk S P I B ik £
G =), AGEst n] LM AME Y 3k1S , 1%
N B PILERTNE  HL % B 8 &5 v i 2 R A L
FAT, HAGEs T B H . AGEsBE ML EH
DURBRTEAS [FJ AL 2R i 22 5] 2 40 i S A SO SO0, 1
PSR AN ZH ZA PRI 105 B0 e RS SR A2 P ) 52 A (ad-
vanced glycation end products receptor, RAGE) & —#Ffi¢
K2, AGEsilid 5 RAGESS & b5 S NF-«Bf5 5
TP, (EFE JERE DR PR T8, AT 0 el 0 6 453 £ F 28
AECY, WL, PCOS B MR ) AGEs/K-F- MG
AP RAGERIFE /K171 B, [, AGEsH]
Ae I B 1 U0 SL2H 25| L Op I RefEeg , AT 2L
PCOS.

AR AT A A BE 2 S HPCOS. ZHANG
S IR SR I, WA 25 2 R 5 PCOS Ze M
YRR BTG HE IR AT O, M %5 2 BRSO D) Ae R4S
TAAE T B MR RN, PR 5% w4 5 40 ot v e
2 FEHPCOS. LM E %A (vinclozolin, VZ).
Ty A(bisphenol A, BPA)FI4E 2K — H RS (phthalates,
PAEs)%E IR 55 N 43 W T #84 (endocrine disruptor
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HPO 2 555 1159 SR 400 % JEPCOS I AT HAR LA, M58, A4 S #10IT S MR AU T I LI, T, PCOSHAH P
IR, S 0158 5 A6 2 FRSHGB, (EHEGnREBIRERL, I TTAMIHA, i 04 005K 2 B0 SO0 OR I, AT 7, JEFRPCOM. it
Sh, TRHE A TLBSR 5 FROSH %, BEMNIELR 71, AR, A MG 0 0L s o U e IR o LI, sh 2 2 7 R & B i JLPCOS
MR VLI F 51, J%5 TE% . BPASFRBIIN 2tk 5 /M HEROHF DS 77 St 2 (3548 M1 56 5 B 104 2 T 9PCOS.

Excessive ovarian androgen secretion caused by the imbalance of HPO axis is the main cause of HA in PCOS patients. Of course, excessive androgen
in a small number of patients comes from the adrenal gland. At the same time, PCOS patients are often accompanied by IR, and excessive insulin will
reduce the synthesis of SHGB in the liver and promote the release of GnRH, thereby worsening HA. Excessive androgen will affect the follicular micro-
environment, thereby affecting the follicular development, resulting in PCOM. In addition, ROS is increased in the hyperglycemia environment caused
by IR, which affects follicle development. On the contrary, the activation of thermogenic adipocytes can effectively improve IR. At the same time, pre-
natal intrauterine testosterone exposure can affect the epigenetic modification of fetal PCOS related genes. Environmental factors such as smoke expo-
sure, BPA and unhealthy HFD lifestyle after birth can also make individuals carrying related susceptibility genes develop PCOS.
E2 PCOSHI % ftLEl(B F i@idhttps://BioRender.com|{E)

Fig.2 The pathogenesis of PCOS (figure created in https://BioRender.com)

chemicals, EDCs)n f 5] & —Se R MLk, 5]
ARUPEZRC, TS EPCOS.

g bRTiR , PCOSHI R WbLI & 2% , HAFIIRTE
PCOSIHR A EAEH, [ 52 2| HPOHTh fE i
HIsZIA . [, PCOSHE —Fh KRR EME N, St
R AR, FLH IR R FEEA 5 B A
&K FENPCOS. XEEIAEEN 25 AT Re (4G AR | Y
ENIREE . GE IR A S A s T . R
JEIR T 5IEPCOSH F E R &K (K2).

3 PCOSHIETT

PCOS H #i B B3R BT %, USHERYTT
HNE. MTRELEEERNEE, TERTTER
VAR TE R SR L 35S A 2 E .
PRSI DA AR — O E TR, — R
WG — ol 2 52 S ), T DS S 40 o1 A5
B AR A 2L SR AR A i A
R A SR H B AL 27 2 B o J £ 2 O R 0, ) T
R B, ARSI R B R AYT
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AP IR FERIGTT G, KRB ARG T B —2k
TR HE IR TT Ak FHEOK S5 5 0 SRS BT & mT
KA AR HEINE YT, A R R AR s T
GPELAT LA, =20 B vl i AR A 2R - R P 1 1L
ARRIE G R B E R P, PCOSEE e EF el
K,

Bl B G s S AR S R, B S
B9 PCOSHIAH R 2t iy >k 1 B, AT, m
B . RNAT- PRI R 4 4 48 45 2 VR T TR
BT AR TT SRS e, BA ) R R AT,
H2, BEPNRIT VR N — P X ia 97 SRS, WA
M BEAN AR 2 A e ) A 7 R NI 9T A DA

ITAESR, Wi A 6L -5 PCOS & I AH ¢ 14
Hai 2 2001, BRI, PCOSHEE FE (8 i1 i
TP @ U B (Bacteroides vulgatus, B. vulgatus)
HI=E R B2 TS, B. vulgatus ] 3E i iH 2 7K AF B (bile
salt hydrolase, BSH)7K fif 4-fii A& 2 %A IH I (taurourso-
deoxycholic acid, TUDCA)F1H Z it S AHER (glycode-
oxycholic acid, GDCA), #fill iz & 5% 4 il TLC3 5
WAIL-22, T IL-227F 2035 PCOSRALMER], (Rt B.
vulgatusF= T 2R #EPCOS R AEPT . 2444, B.
vulgatus(¥] BSHAZ S0 PCOS KR KIME— A . 1%
[ BAHE— 25 K B E B B. vulgatus B B ISR 724
IICEE T e ] DA 305 i b B2 FXRAG S i, #0i|
JiF i BB R AE K -1(glucagon-like peptide-1, GLP-1)Ff]
3 iE TS PCOS K AR BY IR SEHfF FE 7R 1 4=t
()P T — A= 5 AR AL, $2 0 T i B s A mp
BEFE NPCOSIATT IHT AL 5

T PCOSK ML 4%, HA E &1 K
P, R H AT R R . IR, O RATA
UNAEAR R IE T E R BOR T 5. FRATTIR
HATI TR I, 5 = RATEY R oS B G
D7 K etk (RSN RE B TH AR, BRARARRE /N B )4
HISCER RS, B T SeEREREst,
BAVRIT & 2 BT Ak se e i s A N 7
WEEE T AHIPCOSHI K A R JE . TATI LRI, &
R AT AT LLRAE R T IRAKIVE R, ¥ A 2k
Rk ZE (A  LONP1, {23k LONP1 S KB R &
RBR A CYPIIALZ &, I CYPIIATHIBESE, M
T ON SR A . EAH ALK F, FRATTA
RPN H R RATAEN 22 T R O SIS A S
WA oK, JE A0 R S . EBIIK

-, T F AT AR AT DA O b B AR PCOS R
SRUITHEBER K, o a1 A A ) PCOM, F:42 5
PCOSKRIIAEERE S ANIGRIEF TR, HARX
AT R BENE L 2 TR PCOS B 3 i I 375 A 2% /K
S, U0 O STIR RV AR, FIRAMHZKF, JEE
BEM A, AR R, HEREAT
AL AE AR W il B A B P W i R 38 R AR AR
CHIEGE TR T S R RATAEYIRIT PCOSIE
PR, B, F S R BATEWAEIRIT PCOS EAA
BRI 5

4 g

PCOSTER—F A 1 P9 43 Wb S AR 57 8 e
HORIRHLEI I St fe . A N 9 W AIAR 8 2 2 A
JiTH, AR, PCOSHI AR HLE H i AR B, b,
PCOSHEH H AL A G MR 2O0E , BAI I £ 2 2 1
2 161620 3 M G 925 PR 2 04T 5 PCOS (1479 AL AH L
VEF, ARRHE TR E— B IRANIR VT 2 R R 2= A 1)
PCOS KL

1EPCOSIIRYY I, T B4R A5 B B 1 2k
L, HE AT 7 &, DA Y o0 IR AS Ak
HAEE RN HFR. (EPCOSTEIRIE G, X 1
NIRRT B DR T K B X THER
FKATAHED X PCOSHITRYT 7, FATHG 3 — VP4l
AN E B R RATEMI 2 E R, AL 2555 & A
TRTT IS TR), KRS R I8 VP A 7 785 3 AT AR
Y67 PCOSIRAAR . FRATT G Bl 30 N ey 7 8
RRMTAEYN PCOS B # BARB MMER , ALK
PCOSEE A B He /IR, ST RHEINA R %
AWRTT i, DARRE e R I AR U R R R
AR E 7K.
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