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Research progress on mechanism of quercetin in improving polycystic ovary
syndrome
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Abstract: Polycystic ovary syndrome (PCOS) is a prevalent reproductive endocrine disease characterized by marked clinical
heterogeneity. While the etiology of PCOS remains incompletely understood, it is closely associated with genetic, metabolic, endocrine
and environmental factors. To date, no disease-modifying agents specifically targeting PCOS have been established, with current
therapeutic strategies focusing solely on symptom management. Quercetin demonstrates multifaceted pharmacological properties
including anti-inflammatory, antioxidant, hypoglycemic, and hypocholesterolemic effects, alongside endothelial function
improvement. Research has shown that quercetin ameliorates clinical manifestations of PCOS, such as obesity, dysregulated sex
hormone profiles, and polycystic ovarian morphology, through its bioactive properties. Nevertheless, the precise mechanistic
underpinnings remain incompletely elucidated. Given this, focusing on the diverse pathological pathways implicated in PCOS, this
review explores quercetin's mechanisms of action to provide insights for clinical translation and pharmaceutical development.
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FE N HAUIR A% IR AR EHRRE, 27 DR
WEZEZG LT B 2 AR T m R R R, AT
I AR T SR R R i w0 5 B OR S DA
HEGROA, SR1T, X EEIRYT R AEAE — & SRR I, X
ol R B 2 328 T A R 2097 R R B R 3R . e,
A g7 TP Z AR M, 03 B B RS /)
WEEHSIE T Rk Z MiLie B0 iRy
TEEAN RN, ALFE — FOOUIT S 20 15 R S
11 3R 25 225 448 o ot A SRR e v e 2R I A7 E 2
W, B AR HE TN 238 D r= B 2 B S AR IR XU 651,
Rl R —FREREIRIT PCOS, XN AXTH L
PEF= AN RN [T Y 25 e 75 S B

A0 TR AR 2 R B A R AR 4 T A A
REERIRYT SRS . JeRi Rt e N, Y. EW
KRR BT B BIE MRy (B . BRSE IR
WIS BB MSES IR AR
RO FRAEM R R, (ERIRE R R NEE EER
FBAAEY, HARFN 78 B AR 5 Ak AN B % 52 18
Ho Ml g2 —MokIE T mEm. WRAMERA S
BEEMEEYR, T2 T OIERER. AR
ATPERIR S JiE s REJERTRE JR I S R 0011, 22 13
I R FE R B, #it B R AT PCOS A Bl 1 14 3%
FOR AR AR AR ZELAEIRU> 13, SR T LA F AL
MARGE RGNS . B SRR ) 2 7 R
W, B A SORE S T B R A US40 1R
P IR AENLE IR FE A3 HT o A SCHEDLA B 72 1) S
b, RS T PCOS W AmRAIL I A Mt Bz 25 I AR A R
RONE, RN T M 25 PCOS ¥R ML
S, ATE R T A A PR YT SR AR A
IF) B 4 200 35 A 5 2 78 A2 B P 70 W Y2 9 4T3 1) i R
L B B SR AN .
1 WEERNFEMMERAIERNE

Wiz F e — P RARAEAE BRI & 9, TR T
TIREE 2 . HAZ OB SR 2 AN IRIRIE I g B A
FeINTERE, TR Co-Cs-Co TR SEM . HiHI%
RN G E RO TREEMIE . C-Cs MBS,
P A AR ERIL E ERBE LA AR B . FE 2 DL
BT (T A, FiRTRER
aE ik, SEAERNETAIKIESE TR AR,
WE T HOK, BRI

Wit Bz 2576 1 ol i JELBE B DRI ULAT B ) AR
i 38 B AT 22 PR AR S BI04, G M s gk N I
W, BEAE MBS R, 4 AU ol B 2 -

371 2] R T TR MR B2 3R -3 AR #h 1S, 3X 2 MR
FEYAE N b i 4555 BB A YDE . BEAE SCRIE
B, W RAEFTEML. PUR. PIANEMPTEE.
Pugs . PRI EE . PUREE PUIERE. PUBEIR
Wi DR PO B e i S 002 P 2R,
XM 22 M RE e s H BT A PCOS S 4590ia T
Tt -
2 tHECETE PCOS F{ER SR REHLE

WA B EILIRHERE ) PCOS 2509697, N
MR 2 (GA9e-35 FIESER F 2D . PukfEifiR
24 CRE VIS | S A I AN SR e ) e & ZR G B ( —
HEOOUITCRITIEE P ot — D) R HEDRZG e BK5F. ok
RN PR R D U7, B AR AN 455 O LSS [ it
RO N g i R UM S IR I PCOS JEIR,
HEAEE— AR, AFE O RS2 245 7] fe 3 2L
LR FLEIRIRA IS I A DU R 2 5]
D RE 240 5 HAD 25 WA BAE s — H SUIUE
Gl IEIEFINEEANIE TS B W IE [ S, R GE
T O o T T RS S AN RS {2 B
24 1] B R O S0 R P v B K S 20811,
ARG, W BAE AR RN IR &Y, B
ZHSIATER, R, H kgAY
B U™ H 5 Wil B IR R RS,
KL, A Db BRI R 2 7E PCOS T IR AL &
Hoezatk, RNIERBHMHE 24t 2%,
2.1 MEBERHRE

IR FIACEEE S i & R MEAFAE T 65%~95%
(1) PCOS -, L4 4K 22 HoH 3R AR e 2k
S UL BIEEAR R E RN D), FRE, PCOS f
IR T4 5 KA RIEIRES J5 ¢ T2DM AL
CREESFRMEBR R0, a7t kI, PCOS B¥#%
A3 H R =3 12 FJE, HpRuREal g
B, RN & R ISR E (HOMA insulin
resistance index, HOMA-IR) i3 &K1, [FIFE,
KPS T PCOS KB 22t Bz 2R 97 Ja FAA B &
UE SER G TE 3 MEC v W )8 S S (T )3 PN
BRI FE R B, A R 3 RE R 2 BRI G A I b
(fasting blood glucose, FBG) FIF Ik %2 (fasting
insulin, FINS) P, {EB A2 B — e FE R
FRETATTHEACH, AR DGR A T T R I A8
TR B R BUBRPE 2 B E, 5 ORI AL
5 ai N XA, B A 78 o 8 ) 0
i & 77 T S H S AR R RAOR R R PR K R
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o U5 5 1T P B D RE Rl 240, i B B 35 5 —
MUINEE & fe i 1R AL B aF P [ 28, I B n] BEAAAE
b5 FOSUNCAN [ () 4 FH e A2 A 1 1 B A

2.1.1 VTR OGS Sl IR E RIS R
¥ (adenine monophosphate activated protein
kinase, AMPK) /& —Fh4lfiipe BR324, AB0E
I pe i i ATP & B iR AARE & AE, RIS
I REETHFE, MK R e Esha-Fr. JUEME R
PHFTEF 1 Csilent information regulator 1, SIRT1)
ST — PRRGE BE fr IN ve — A% H R I 111 SRR E
Bt O, 5% AGIEIERRE . MRFET . RAE.
HEMKIFEMWAEY FI . kil AMPK 5
SIRT1 FEZ 5V Z AR, BiEFeER
U AR AR T, FRAE A B iR
By 2870 WA U T TR A e Hh A E AR IS, A
FE#R W, AMPK 5 SIRT1 £ i 175 5 PCOS K
W R AR KUK, M &= T TS AT aE I AMPKY
SIRT1 i#&4%, ik AMPK FI SIRT1 & @Rk, I
LR Ui B 1 ) BE R 12 2 1 4 (glucose transporter
4, GLUT4) Rik, HRF#KPCOS K FBG A
FINS , 4% fi# 3 1RSI . W A5 Bt UL BE -3- B
(phosphatidylinositol-3-kinase, PI3K) /&5 H ¥ B
(protein kinase B, Akt) i i 7F £ [ Ji AR B & i S
WA EYE . R GET Oy T H A B A
ER, BHoCoR, 2 sesa BT GLUTS 1
SMRRE b IRAR, AT R 3 A 2 W a0k Nt A 7 R T
fifh, 1XFRHH PI3K/Akt 5 IR KA, HiGMHERFIK
AN PCOS £ IR ARFSRT . Li S5E280R 3= mT
i PM20D1 3Ri&, [FIRHEGE PI3K/Akt {55 IH
et PIBK A1 Akt BEERA, 0 & 2R BUR M AN R
B EA 5516, MNImIEiE 2 PRI . GLUT4 it
W2 524K a (estrogen receptor o, ERa) FIETE PCOS
HROEEE FEAC, Mt = rTidss B GLUT4 fil ERa &
i, H— DN CbERE (hexokinase, HK) Fl%j]
HIVEPEE (glucokinase, GK) yiME, A R i &
ZR IR ( dehydroepiandrosterone, DHEA) iS5 PCOS
KR IR, R BAH E 2 AT LLVRYT IR AHOC B4R
P PCOS AL .

212 RTHEACEIA OGN 7RIE  nesfatin-1 52—
OB BB IR RE, Tz An T e 23, T B 4
RGP S, B 8% R T A8 NN 4 4 2 B AR
. WKL, nesfatin-1 S5HEALIMZ & A
FBG. A &+5%0 (body mass index, BMI).

HOMA-IR . P JIEJTig 17 THI AR R B2 T i 17 T AR 52 A7 A
K> YW nesfatin-1 {RFRIE RGN PCOS 1A
JE . AEREAT IRBO, S0 R, HEIRIE /N BT
nesfatin-1 KPR T IEH /R, £ nesfatin-1 397 )5,
JFL R 5 2R OB H 0 B 1R J e I B s T
FER L, nesfatin-1 [ p38 22584 J5T b B 1
(mitogen-activated protein kinase, MAPK) I8 B¥#E
P8 S5 1) B e T 2= FEIR-1 (glucagon-like peptide-
1, GLP-1) ik, M AR AR BB, Hjt S 2
HAIEWI AT LA 13 DHEA %55 PCOS K5 H nesfatin-
1 ik, % PCOS - FIINLME B PRI A ZSE
SR MHLHIRIE, Hit B2 2 PTG nesfatin-1 3%
ik, SR EIEERG M RN Al
Q== L et =117 i N A L = 771 ) P
BV, MR s S B I R U T
By B UM B ES TR EE, etk i 2 i, sk
BB, SRS 2L 0% AMPK/SIRTI
WK, FE R LSRN E R EA
(mammalian target of rapamycin, mTOR) {55 %%
S 5% W iE R ¥ 3 (signal transducers and
activators of transcription 3, STAT3) FKiA, HI¥kR
R ZH4 (brown adipose tissue, BAT) Ak, 1
ISR 1 Cuncoupling protein 1, UCP1)
FERAERL, DI I TE A LA 2 276 267 05 20 ffe R0 185 i
Uk 6 26 0 A 3T
22 HEEREKRHRE

PCOS % 5Ll 57 % A 5% . R RkIE, 30%~70%
¥ PCOS &k EBUIER, SARIEHA PCOS L1k
B, JERER PCOS % 1Y i JH [ B (total
cholesterol, TC) AL FE i & F IH[E BE (low-density
lipoprotein cholesterol , LDL-C ) I = [t H il
(triglyceride, TG) 7K-FHHEIGIN, =% FENRE E M
[ f Chigh-density lipoprotein cholesterol, HDL-C)
WG, RN, AERERY PCOS HAH ™ HIlf
PRAFEIR, WisE = 0 H AP bl & 5 Af/ak
T2DM S AREIZE SRR+, i —Di Meta 734138
B, Abzett B v B R GE LIRRS, AnfR(K TG /K
PR IE A AT, (R, iR 200 i o A
HI AT HLEME S — PR R
221 T RAREHME S PEIRE, W Rk
R F MR 7 K R TC 1 LDL-C /K°F, 34
HDL-C 7KPB7; [FFE, N F R 25 0] AR R RS
JEWiFF (nonalcoholic fatty liver disease, NAFLD)



FED 2025678 $56% B138  Chinese Traditional and Herbal Drugs 2025 July Vol. 56 No. 13

* 4855 »

SR TG BT Y, R W R 2 AT LA
PCOS HIHRACH A o L ARG (A SO 32
A& o (peroxisome proliferator activated receptor a,
PPARa) 7413 PPAR JL#iE K T-1a (PPAR co-
activation factor-la,, PGC-la) FIE kiR I8 i L B
SACRYEEF T 5. BEFCREL, MR TEE
¥ PPARa %Kik, HfN PGC-la BERRILAN UCP2 i
P, EHERR DT ER 7> WA SR, AT B A48 TR It
FUE A 5 A VRO [FIRE, A B 3R AT O
AMPK/PPARy i, 340 E g 440 (white
adipose tissue, WAT) #5742 #11 BAT %14, b1 UCPI.
PGC-lo. 5 T4 AL T DFFA #2808 F alcell death-
inducing DNA fragmentation factor a-like effector A,
CIDEA) Al T-box ¥ F[KF 1 (T-box transcription
factor I, TBX1) ik, 77 WAT fl BAT Lb, M
T 5035 1 07 ) 6 LAVRC AR AR o B2 1401 . At Bz 2R R T il i
W AMPK Zik, f0HIE RS O SEA 1
(sterol-regulatory element binding protein 1, SREBP-
1) JBWER & Bl (fatty acid synthase, FASN) Al
Lt A FRALEE (acetyl-coenzyme A carboxylase,
ACC) AL, FERIMAE TG Fl TC KF, M
T P A B &5 AR AR S0, SCKAEER H Ol
(forkhead box protein O1, FoxO1) i 5 i i 4=
FSC R L SR 5 e i 7 40 B o AK . A e 2 T i
BiE MAPK, fig# Akt /5 FoxO1 BERRAL, AR
FoxO1/PGC-la Z[A]FIAHEAE AT, Atk g 5 0
R, pbAh, BHFH 1 (YinYang1l, YY1) & —Fifx
¥k K, /& mTOR B FIHL A, 2 —FhZ 54
Mo TG AR, ARIDTR B Ak NEE REAY) & AR
B AU T Y A S DR o i B R I B e e e )
mTOR/YY1 {55, Nl YY1 ik, HiE5YH
Mtz P45S0 Fk 7 WK A Bt 1 (cytochrome
P450 family 7 subfamily A member 1, CYP7A1) Ji
BT 45 A RO FL R %, (I [ e I R A
A, DT At v MW 175 5 PO JEE i S AR R 1431
222 HWIRAEAH KRR 7RE BHE TS
JE T EHLAIFN R JFEAE LD G 28 2R 0 550 188 11
TR, JE SRR T2DM Z V1M 5. i 4]
AL Z MR 7, AR R AR, 3
FE A 3 i rhOACHE EE AR I, 5 i K 2R
tt, PCOS B KL R/AKT IR TS, [,
HAKFH SR 5 PCOS. #HE . IR skt
KU, IR B, PCOS KRR Z=KT

BT X HREHR032], Jf H HW 5 HOMA-IR Flj
B S AR B W AR SR, I B ] WA R
MR R AE PCOS "R HEAEH . & Z/K-FT+
s g EE R R, FE SR TR 1
(chemokine-like receptor 1, CMKLR1) $E7 455,
S R 5 2K A2 AR JKY) (insulin receptor substrate,
IRS) 1/2 Fl Akt BRI GLUT4 S (o0 Al % 2 A
K [KF-1 (insulin-like growth factor-1, IGF-1) 52
AR Sl OSSP E WA, SBUR
REM. RBRR EEEMN THERZHE 1
(adiponectin receptor 1, AdipoR1) #ll AdipoR2, i
S AMPK {5 58 H, ##] SREBP-1c #3¢, T
i ACC.FASN I g L4 A 221 A1 1 (stearoyl-
CoA desaturase 1, SCD1) FKi&, W/ HEIHER & RX
Il s PPARa, (e i 107 R A AH 5 1) P B
Tk ¥ % 1 (carnitine palmitoyl transferase 1,
CPTD) FIEMES#HEE A LB (acyl-CoA oxidase,
ACO) ik, (EdtfalimRe Mg 7 AR,
Ui AR R A AV Sl P A <R e
CMKLRI1 ik, FEIRECE M AdipoR1 B HKIX,
%/ TC. TG # LDL-C &1, & HDL-C /K-,
MR R AR 63231 e Ah, fil N RNA
(microRNA, miR) /& —F4:4ifi% RNA. HH1, miR-
34a. miR-146b il miR-122-5p Al /E A F MK &5 S
NAFLD /) R FEIRSTRE S0, A FERMY, il
Z A 38 id T i miR-34a.miR-146b Al miR-122-5p %
ik, {23 SIRT1 i £BEAk, BRI e 7 A it A
(FASN. ACCI F1 SCD1) #ik; [FIW #u& PPARa,
Eif CPT1 A CYPTAL Rk, {RitfEliig p & lL,
-5 M L [ P A ) 6 R S R A DG R R Rk, [
RIE M EEE (TG R TC) KSF, AT g4
WL AT AR R, % AR FHE U i 7 AR 21501
2.3 MEBMREMEWHIRTS

PCOS & —FE PR SR . SORE R T (1
S RIE T G IR FIAE I 3 805 & 2 I AN
EMERR AN E, RN AN IS 5 e, =%
FHELEZM, LA 30N B ThRE RSB, Meta 73 #r3&
W, SXHIRAUEL, B AMLREFREAR PCOS 411
FINS. FBG. HOMA-IR. fH[EEF1 TG “EHE R
Fabr/KF, T HRE PRSI N B A R (vascular
endothelial growth factor, VEGF) 43, [AJESAS
GLUT4 BRI F X AE A MO FRB2, R B R 22 R
gl BT R UL KRBT PCOS 1EH
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231 SEEEMESRE  BMERTFURIL, PCOS itk
&+ C MEH (C-reactive protein, CRP). fif
JEIRFEIA F-o (tumor necrosis factor-o,, TNF-a)+ [
M A%-6 (interleukin-6, 1L-6) Fl IL-18 25 4 iE
TP T IR L LS = T Fil40d )5,
PCOS B #H IMiEM TNF-o. IL-6 FH &L il &
(luteinizing hormone, LH) 7K-F-B & R4, Ui
Wit R 25 Tl I AT R KR XT PCOS P4 2 5
i, #%KF-xB (nuclear factor-kB, NF-kB) & % iF
NG, Al 5 H iR Toll 32445k
(Toll-like receptor, TLR) AHE{EH1fiif4% PCOS %
RE SN o B ZRAIIE B T 38 L 1] TLR4/NF-xB 15
IO, TRAREURLZEMY (granulosa cells, GCs)
NF-xB # Z e, N HAEAARE G & E (oxidized
low-density lipoprotein, ox-LDL) ik, /b H Tiif
FRAEK T IL-6 Al TNF-a &%, MIMZEf# DHEA 75
T PCOS KR AREB>-01, # fz 2R vl @it 1 NF-
kB #Iffl| &1 (inhibitor of nuclear factor kB o, IxBa)
RiE, FRE NF«B b IkBa BEFR LA p6s Kik,
[ 3 IR AL Akt 55 Akt fOERAE, 0 R 3R
A -2 (cyclooxygenase-2, COX-2). FIFIRE Ea
(prostaglandin E>, PGE»). 5 S —HAMNE AT
(inducible nitric oxide synthase, iNOS) FKiAFEME
REAM AR, N IR ARG 22384 s 5
I 2 K7 TNF-a. IL-6 A1 IL-1p 403423571, 4%F
MR 4 & R NS MR 2R EH 3 (NOD-like
receptors family pyrin domain containing 3, NLRP3)
RE PR R BIE R G MRSy, S B
I, PrR AL 2 (6] ()~ 52 BIRR, VLA H
Bl RBVRAE RN B FURIL PCOS A I i
NLRP3 F IL-18 /K- F HAL K = S A AZ L
P, HixLbfgbr5 PCOS % UIAHICS) . Hi i 3T il
I NLRP3/AF IR AR A IR E FIME-1 (cystein-
asparate protease-1, Caspase-1) /{5 2 D (gasdermin
D, GSDMD )& 518 B B0ED, BHT 2L f# ! Caspase-
1. ¥ CARD HJJ{T-AHRBE miff 8 H (apoptosis-
associated Speck-like protein containing CARD, ASC)
HI'NF-kB p65 iFfl, F&fik TNF-o. IL-1p A1 IL-18 [
FIK0, G Ak, iR R AT FEIC COX AR A
Mis, ORFFIERANARIY 7e B, MM K5 2 bt
RAEHIO,

VEGF & —fis  2 Rk K 7, Re 5 N
YiH B ESE A ) ARG, R ) I 8

PE YERPETE UM (AR 5 R L o8 B R ek
A 73 WA (Rl J7 Thi E A6 AR 12, VEGF H O £
BAR GC. UL MR+ 5 NSk, FF 25 0P
YN BN IE W A R o L VEGF Wk EETH
PO SR, SECPCOS L N it
FERIBAE . HFOPRERG A B R MK L+ 8 NI R
PERE SRR, S51E% L EAEEE, PCOS %
UREL, B FIGRIIR Y VEGE #R R i, i &
A BEAS VEGF KIA LAZZ AR RAE RV . Wang S5OSIHF
FUR DM R s ] COX-2 /i FEA S 3
F-la (hypoxia inducible factor-1a, HIF-1a) /VEGF
BT IS, PRIK COX-2. HIF-1o I3 4 )8 5
Fl¥ (matrix metallopeptidase, MMP) 54, i
VEGF-a. #HflA1%F44>1-1 Cintercellular adhesion
molecule-1, ICAM-1). I % 40} Z I 7 + -1
(vascular cell adhesion molecule-1, VCAM-1) FlIfil
BN RS RE E (vascular endothelial cadherin, VE-
cadherin) ZF{R ML A B RIE, NIRRT 2 4
PEo BUAL, T2 P M AT, IR IDT AR Rt
BN NS M A A 5% Hong SN SN 21
PUIEEAERT, ] RRad i # ) if  AE BF MMIP 354
SEPRIRT o FARSRAUL, iR 2 DA A A /) B
JRIG AT 4 3T3-L1 4 r 55 IR 107 AR R g 01y 200
AL R R B CCAAT/ ¥ i T 45 &5 &E A «a
( CCAAT/enhancer-binding protein o, C/EBPa) .

C/EBPB.PPARy /i /Il 4 Jfd 25 5 2(adipocyte protein
2, aP2) ik, [§{% VEGFa. VEGF %1k 2. MMP2
FTMMP9 ik, I BE S T B 5E AE %, gk
— A RIE SN o

232 ZEEMNECRE  WBAEY, PCOS ik
(RS R 7K P T, i I RITE PR A A
o PrEAERKERRC, ISR MEH K S- 2N

HENYEALES (superoxide dismutase, SOD). i
FAEEE (catalase, CAT) FILS Bt H KIS S ALY
(glutathione peroxidase, GSH-Px) 71, Fift JLIHH 5T
8, M & AT i SOD. CAT. bt H kst
ik S #:F2l (glutathione S-transferase, GST) FKiX,
FEA N —RERAHARIERS (cholinesterase, ChE) 7K°F,
A IEE MR IR EMESR R R E AT 33T, )
AT SR I, MR RIS 245 20 d R I AT R
¥ PCOS KR MEMNIBORE, RIMA SOD ik
BT VR P A AIKI08). Keleh #F ECH ARG
1 (Kelch-like ECH-associated protein 1, Keapl) /#%[Xl
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¥ B2 #H5R[AF 2 (nuclear factor E2 related factor 2,
Nrf2) S AN ZREFIEE A AR A I AR ) %
OfE T, WIER S PCOS B#AHE, BMI. JEH
BE B2 TR PR 7 TR AR B 2 B AR 7 25 A k1000, it
K ZA[EIE Keapl/Nrf2 55, #f] Keapl &
i&, W Nrf2 5 Keapl H454, (et 2 Nrf2 it
Ngifukz, BiRFTEH SRR R L, H9h0 SOD.
CAT H1 GSH-Px i1, FEARPT B8RS, MMide e
YHMIE 77, DA AR TR R AR AU AL,
PCOS EF IEH A EEH A BT S (endoplasmic
reticulum stress, ERS) AbT-HUEIRAS, Al filk 5P 8
GC JTZ. IR, SR REHEE A 7 H A R4
2K 7)) (advanced glycation end-products, AGEs)
R, SRR RREA AR i 2 w] i
W% ERS {55i@k, W61 YS C/EBP FJEEH
(C/EBP homologous protein, CHOP). JE{t#%%A
¥ 4 (activating transcription factor 4, ATF4). ATF6.
X-F 4558 A-1s (X box-binding protein-1s, XBP-
1s) F4E %A 5 & 1 78 (glucose regulation protein
78, GRP78) RIS IL, AT iR I B R IR K
SR F I i ST DUAR A A8 A B e 7 72
24 WESEHRME

M FE AT & PCOS M EBIRIKKRIMLZ
—, RHEEH. WG KSR, JFoREHRE
31 IR 5 B TSk 1) s fe A 3R LA < S B i
I3 WA I R BE T8 % (gonadotropin-releasing
hormone, GnRH), fi&i s LH 73k, G & [a] j5i 1 51
YIRS P E LH VR, semisREmE &, S8
Wl 3 iGN . Sad Rk, T R K P — 77
W T A 2 W i Z W IR T R, (R o1 5 2H 2R
JRAEA s 3 —TT = MERER 8 (androgen
receptor, AR) RGN, (EHEEARHH) B 4UM0TE
P, FEERRMWE L. EEEE SRR
NEWTREFIE,  SEma B N i 7 2008 R 52 73 ik »
M ANE JEJEFI M A 2R ) IRUA . e 4b, oo & F
P TR GCs XUl (follicle-stimulating
hormone, FSH) #Uskit:, FBUEMMKEIFH . 5
2, THERER MUAE 2 PCOS A% L. BEART AT
RIL, it = AT FEAIK PCOS A1 PCOS K BRI
o ) S2 R 7K AF256), - SRR R 2T e B e
R ILAE I ZZf# PCOS AEAR .
2.4.1 ] AR RiE WHFUKEL, PCOS &% BMI
U RS ME BOR IR . B A = B

(androstenedione, A4). = Z2f. JF 25 £ W A1 C &Y
BRK (C type natriuretic peptide, CNP) {23 &5 T
FREXS IS, HEER BAIEW] S CNP S 3247
BARESZ A 2 (natriuretic peptide receptor 2, NPR2)
ZIMAFAESRER, Bk UL, mKP R E I %
& AR 4% CNP/NPR2 JER #3%, 4iRF PCOS /)N
[¥] CNP/NPR2 = #IAU), Zheng SFU2F 51K B, #if
BB ] AR WEVE L5 CNP AT NPR2 2 H A
N THREEFFAINEE G RE /), 2 CNP. NPR2 JE[K]
KEARE, B B k42 (B-cell
lymphoma-2, Bcl-2) F&ik, FFREEEH. Bel-2 fH%
X #H (Bcl-2-associated X protein, Bax). IL-1B+
IL-6 Al TNF-o 7K, A4S PCOS 53 A Bz AT
HEGH A

242 MEIEBEREGKR S5 26 82
F2 A HE 2 A S ROV T Csteroidogenic
acute response protein, StAR). 4 e 2 P450 17a-
A4k B /17,20- 24 fi ( cytochrome P450 17a-
hydroxylase/17,20-lyase, CYP17A1). CYP11A1. 3p-
e N i Bt & B 3B-hydroxysteroid
dehydrogenase, 3B-HSD) 1 17B-HSD, iX%&HE[RE
IR RVER VS AR A AT R R R T AR, 7
REHUGHT, FKERHREREA L HEERFZT — R
FIEgHEAL TR . HE @ StAR 18 B Rk
MR b, 23 CYPLIAL, BEICE AT EA
I JR B A O IR T I, 2 A I ] % A Dy 2
BfE CYP17A1 fEH R4k DHEA, Ja#1E 3B-
HSD IT #4588 178-HSD3/17p-HSD5 fiEfk F 4Ly A4
BMER T, JRERAE 2 MEEME D T AL N, [
FE, A4 W{E GCs it —DEANMERERDY,
CYP19A1 & MU AL ETCER 1 — Fh oG R il o 1t
FLFR M, i i 0] f# Ik DHEA i35 PCOS KR A
A5 B 22 (free testosterone, FT) 7K, [A]
At 38 AR Y E —BF Cestradiol, Ep) 7/K-F. BPEE
7 &ALl CYP19A1 s A& & A E2/FT K(E, H
HL W] B B 3R B 0] PI3K /3 CYP17AL %
ik, BUET miR-1306-5P/178-HSD 4] i i k4
W AT 50 v MUK 51 FEC P S8 Wi 73 WA 2R L0 5 —
TR FER I, SxTREAUAHEE, SR T PCOS /)
B CYP17A1 RikHEHN, CYP19A1 Al CYP11Al
WPERRA TR TS B febr i, X
2 B R 2R nT O S VR G RO B T 1 AN
TR KRBT KT, Ihah, @l R Rib e
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i3 i CMKLRI A1 PRKAA ) mRNA ik, i
StAR mRNA Fik, SFE A S HF5F PCOS /MR 1)
ZWE oy Wk R ALY, M B = T RN AL = A
CMKLR1 FRikB7, 5 RE[E REACHS, (e it A [ i
FREGAR, VKR Z g ik, Db S R
A
2.5 EHIIRIhEERERS

HEOPThRE PSS & PCOS FEEHEZ —, &5 5
REWSIALEANZ . BT, HEOPEERFALE] A e 4
B . AP N, SRV B SN B -2 R - AR
(hypothalamic-pituitary-ovarian, HPO) #h#%Hil, 24
5% J B R YT R o S I 2 R B YR R
Ho GCs A& SO0 RN — SR, 8 i b
fE R IR B AR BEAE AR R B . AR, A
A R R SRR IE R PN 4y 25 L 3 [ 5
PCOS HEGH e8],
2.5.1 i HPO HhHIMERER W WFR ORI,
PCOS W/ IARHIEH 2RI LH 1 LH/FSH HI1E &
FZTE, MIEMERGER FSH /KT G35 [AAK8184],
PCOS YN8 275 H 5 M0 P 851 0 5 i B Y2 338 o &
TR/ REAER2 T 3R AT 238 PCOS R BRI 1
WK, SR PRI FT A1 LH & LH/FSH (1)
(B, $2mMEBEORT FSH 7K TI5679.811, 380 S i B
52 ORI A HESR FT OR VAN A T, ek PR B R R
B, JEE] T BRI, Mt 5 HPO Hh
VTR AT e AR O AR IR E, B2
WX HPO Hliffy iE [ i a7 s A5 E L, 4ERF LH Al
FSH 7ESR S b A EAE, Mmi{Edtoii kg . It
AN, PLBE KB & (anti-Miillerian hormone, AMH)
A1 FSH Ref® [ BB BELE i 51 &, 52 /2 7t PCOS &
O S IREDE), S{EFEAAELL, PCOS &
) AMH 7K P8 A FSH 7K P RHREs-871, 3% 2 4>
fabrsem 7O KRR E, E25. MR
i3 4 PI3K/Akt/FoxO3a il M B0E, FEIK PI3K.
Akt Fll FoxO3a #ik &R KF, 1% AMH 244
2 (AMH receptor2, AMHR2). LHR 1 FSHR % [
Fik, iS5 FSH W EMER, i1 GCs % FSH
JEE, ATV T R AR O AR KRR B I GCs 4 BE Al
I3AI8, s PCOS £ O EL Ak 4% Th Rk
2.5.2 ] GCs UM T: AP H, Bel-2 &
P L RIATAE R 0T, BEOSCE A0 B R T LA e
o R FEINHIEF o« Bax f&2—Fl Bel-2 BHLA& RV,
5 Bel-2 Te4 RALHANMIIT:. X 2 MEAT

Xt U REZ0 A P ZE G FL R . HEHRIE, Bel-2 Al Bax
IKPLEA RGBT Be s A Rl . Hodr, SEOm iy
Bel-2 /K-V-BEE 9RIEL) K B S 00, Bax WIERI N AE
RAE WL BE(E, HH Bel-2/Bax FI{H 5 BN
FEAEAG D), 53 IRZHAH UL, DHEA i 5 PCOS K
SR Bax FiAMIN, Bel-2 /KFPEML, H Bax/Bel-2
(EME B30, #2755 Bax Al Bel-2 FIA 5 520 o
WAKKE, SEPCOS HEUHLAEREAG T, *hFe il
S AT E AT Bel-2/Bax {5 5@, i Bax tRH
Fik, SN Bel-2 BR T FEDY, M LE GRIE L R 4%
PURTAER, PR IR E Rossh. b4t
NLRP3 #JE/MELE GCs TR/ % Y], 59E PCOS
LYEAEL, PCOS LA NLRP3 4 JiE/MAAb T3 &
BOEIRAS, 9N GCs 1 HEAH R H 42 5% 3-1 (light
chain 3-1, LC3-I). LC3-II. NLRP3 ff] mRNA Al
NLRP3. ASC. 7 Caspase-1 5 H# ik M40
P, [FB il NF«B 5 5@ #ig, #—2%S
NG ER KGN 40 i 2 RE S 4 55 B W e T2le0,
Wit iz 2B A NLRP3 O/ MABGEP, Wik
o i [ W R AR 28 A1 AR OC R Rk, AT I 4%
PCOS & HE IS .

253 {EHEUNERE  AGEs/UN S0k 20 i ik % T
BE 5 AL & K 72 W) %2 #&  (receptor for advanced
glycation end products, RAGE) #Hli#H EAFE H n] &
RIEFNEANAE 5w, SR EHALR G,
Wi B9 96 AE AR DR« 5 1R X HRALAH L, PCOS &
H M AGEs /KPR ZEHMOY; 55 P4 BE4H B AH T,
PCOS % GCs KILH T =) RAGE KI&, 1fi ol i
P£ RAGE 7£ PCOS & R IA /K1 i 3 PR, 1
W R RAGE AIEN AGE 2408 (4l 71,
JET LI AGE 5 RAGE 454, Wit K ¥EPTRIER .
ANFEARFE B AT %M RAGE 435, PCOS %« GCs
[¥] VEGF £iA 2/ SEAHCHE T, X Mg nl ge e
T PBR/AKYFF R E A 1 (specificity protein 1,
SP1) 5 5 i B S B 3. M B 2= ] i i ) )
AGEs/RAGE #4315, #2100 Al iV RAGE 1 VEGF
Fik, #E— B HH] PIBK/AKt PR IE0E, A% E2 A
A KR F-B1 (transforming growth factor-Bl1,
TGF-B1) 7KF, ] GCs T, 12HE0NE A K50
VRE, BINRLENEL. WI I FIRE K B
&2, Mk A S I & 15 5 PCOS KR
AP DR, [RIFE, Mt B Z T4 AGEs/RAGE i
PIE M, BRI R ANME S O E O M
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(extracellular signal-regulated kinase, ERK) /MAPK
g, PSSR EE Bl (high mobility group
protein BI, HMGB1) #1 Bax [ mRNA ik, #4i0
Bcl-2 mRNA #ik M ERK Al p38 MAPK & [
&, 0] GCs i T-AMMe dE G 58, $dw GCs TiE
MM PCOS K BN ERIIRELS), BEAl, PN RN
WAESE R B RIEIER . Skl PCOS KR
(¥ T /KBRS T RRAE, @R T a@id 5 AR &5
AR ERS AHOGHER CHOP.DRS5 XBP1 il ATF4
FIELY, Wit B R @ E] AR i PE, R ERS A
KEHERIKRN22, BN GCs 3 5H M H 5 P BF A0 i 45
HHEST, HWHISEREIER, SOE IR ST, A
BEIRE -
254 MR TENERESZME PPARG/[FIYRHESR A
A10 (homeobox gene A10, HOXA10) &S 5TFE
W IR T B IS AR ) B L B . HOXAL0 FRIA/K-F
BEE N H &R AT AR, HAE 75 P )T
TR T . SXTIRZEARLE, ekt
PCOS KI5 WAL PPARa A1 HOXA10 &
FEEWE T, TfRERER AT LRk, (2
WRKE, S5 T B NIRRT . M B R AT
I3 JE IR FR 7K 260320, g — 3B 10 1~ B N B 2
P, YERFONEL A IR oA, (EHE O AR,
M PCOS BE LB
2.6 PFTIHEERE

i 1 DA AR U T AR I R L R 0 R
RN EERGEA R S BN, 52
PIR IR, BFEATEAEARHRIROS . i wE R
W RG] R B IR, SEIAEM AL NN,
o JORE 240 T IR By R AR 5 TR TR AR, BN
H IR MR RE, &3 PCOS MR INE .
Z UL, PCOS [ AN B EAT p AN
FUBRAT VAN = BE DAL, 11 K P2 A o AR X = P2
JNEo-1000, AE K L, A 2R TR S BE TR [ TAR S
FIE, JEEER T IAUAT BT TRMEDY, FERDKF B,
Mt B2 2K 68 v LA R R o RE L AT I R
Akkermansia. J& B BRI RFEEE, FRAG™ & M EEFAT
WA BRI R ZIERRBRE R AR RS
2 EBT1021; A Jeg /K- b AR 2R AT AR HEXUST B s
AT H B« FLBRAT B« Ruminococcaceae UCG-
014. HREJE. FLEKEJEA Ruminococcaceae UCG-
005 #i, #IHIEkE)E. WATEE. HEE. &%
A -5 B PR Ja A e 7 A PR s 01011031, AT

MR TE AR, i — 2 0GE PCOS 31 iiE
BRI o A — T R, 5 IR XTI,
PCOS & & I 75 ¥ 2% e &5 IH 1 1R 3G M % A 12
(chenodeoxycholic acid, CDCA) /KFHEHN, R4
B HEA R H & Wi IHER  (glycodeoxycholic acid,
GDCA) AH 2 A IHER KT 4%, H GDCA 5 52 |
fiilZ DHEA 2 W]E AARSCIM, NI A, Al
WY R & &, WA HER (taurolithocholic
acid, TLCA). f1flHER (lithocholic acid, LCA). &
WA IHEZ Cursodeoxycholic acid, UDCA). -1t a-
SR HE (tauro a-muricholic, T-a-MCA) I T-B-MCA,
JMH R (cholicacid, CA) /CDCA [fifE, it—3b
i R BE 24K (farnesoid X receptor, FXR) -l 4f
HEg M AE K K7 15 (fibroblast growth factor 15,
FGF15) BATGE R BR B A& g e, fedbieyT
FRA K, MM AR TG A [z & 8571051, jhak,
3-M5| Wk Z.l% (indole-3-acetic acid, TAA) Fl 3-F5[Hk Py
2 (indole-3-propanoic acid, 3-IPA) &R
AR E BT, B UE R S IR T2DM Al
O I 92 5 S AU 5 i A DR L1000 At 2 vl g ad
ik VT R B R 2E R e 2 FR A, S TAA AN
TPA A= i, o/ S8 A R BORN JH I i o3 AR 2=, 076 TN -
o~ IL-1B F1 IL-6 [¥] mRNA FaK07, Wi e 2 e b
753 B 9 hE Y o

Wit Bz 2590715 PCOS HIAE L LI 1.
3 WEENREMITEN

AHT AL, FEE AR T, M =T DRI
RAF I NARTN 27 o 5 SCikic #, AR i
MM Z PN 16~25 mg/d, T4 NE TR 4N
FEFNI, HEFE AR H &N 500~1000 mgl'o81, ££—
TSP SEsed, o3 g T HEMEAEYE CD2F1 /B
Wit & 62, 125, 250 mg/kg FF4EMETR 14 &, 453
27 B TR R 2O N BRI S AR S AR B DIRE
AT AR F oA 7= AR B R 52 091, 7E 7y b — T I
PRHT Meta 7387 eh, Bt B2 R0 B B2 1 2
PR B B MR O00, g — T PRI 78 018 1 [ 28 1
it S8 2 AT 1 R B R, 43 45 T 2 TR R
Wi Fz 778 500, 1000, 2 000 mg/d, FF4E 1,
S TR) 326 AR 5% 21 5 8 0 250 AH O ™ A R
HE, A 1 BIE &8 IR, ZE A
TR R 28 2H A 38 H B, 3 3R B A 21 RS
ik 2 000 mg/d IR, TRRA RIFHIM 21k
A2z g,
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Fig. 1 Mechanism of action of quercetin in regulating polycystic ovary syndrome
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A RE , a0 5 3 R 1) 75 P oK R I o 445D
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BERORME AL B TUR I, Mt B 2R o R RS G 4R
re i R 2R AR S AN AR R 2, B BT
KL, 5 AW AR AR AR B, 5E PR SR A
T A 52 2R M R LR AR UL B P 3 2 A 1 1 A A
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i B 2% A e I 22 B S YL PCOS Y
B AR PR P A . AT SOTIR B K RENS

TR IS AR A IR AR AR 12235, AT 253 IR AN
ARG 5 5 7 B ) O B 218 ] e A e, ok
HEBER AR AN, MR IE R R BRI R
REPE, A BT IR A P 4 5 R AR Ak SO N 2336 AN
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Jorie o LR SR T e NP A AT e e o S T4
A TR PCOS B3, it R T4 iE HPO 3
RESRW, JFATT O K RS, HmfedHE N ThaE.
FHEL TR G s —E FNLHI I 259, Wit 2RI 2
1 A 2 B A T Hh A X PCOS B 24 H R pL il 3t
ITIRIT . BEAh, Ml R IER AR HIE SR
FHORI = BN ) B AL, R A A3 AR I AR R FH
WM B EH R, JUH RN T AN AR 524 58 2
YIEIE AR, MR R R B T T AR PG S R A7y
. REw, HfhshZ KM, 250, Bl
U %o R AT e PAC TR 6 A 4 TG 36 L7 R00RD 22 4k
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