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Abstract

Polycystic ovary syndrome (PCOS), as the most common endocrine and metabolic disorder in
women of reproductive age, has a complex pathogenesis that remains not fully elucidated. In recent
years, gut microbiota dysbiosis has been confirmed to participate in the onset and progression of
PCOS through multiple pathways, including metabolic disturbances, endocrine imbalance, and im-
mune inflammation. This article systematically reviews the core role of gut microbiota and its me-
tabolites in the pathological process of PCOS, focusing on key mechanistic links such as short-chain
fatty acid abnormalities, endotoxin translocation, impaired estrogen enterohepatic circulation, and
Treg/Th17 imbalance. Furthermore, it comprehensively summarizes intervention strategies in-
volving traditional Chinese medicine formulas and active ingredients from single herbs that act by
reshaping gut microbiota structure, repairing the intestinal barrier, and restoring homeostasis of
the metabolic-endocrine-immune network. Additionally, this paper integrates a framework of syn-
ergistic regulatory mechanisms across multiple axes, including the “gut-brain axis,” “gut-liver axis,”
and “gut-ovary axis,” aiming to provide new insights for the precision diagnosis and treatment of
PCOS.
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1. 5|

Z PPN LR GAE(PCOS) &2 B e 2ot 1 W N 73 WA 5w , BRI %4 8%~13% [1], HFEES R
P MEREFIIS AR B A [2], RN A HALHIARIA . IEEm Fidis, MIEREEHERN “W s ” o
I S AP K EL 2 5 PCOS K [2]IERE PCOS &% SHEREIE PCOS BME B BEAEEES, A
PRI RHIF 50 3 B 1 T B S5 M A 55, 940 16STRNA I e 2 300 52 I 7K T 5 36481 i 20 2 e R A B i = 7
IEFOR[3]. shas R BoR m R & IR T R [4], SR E S RALERE R R RE AR IR AR 55
BAREN PCOS [2] [5], MUmE AR BN FIAT T . MR N2 A B4k, H -
257 HARNL T R R AR BT, 2 ORI 5 2% I 52 D5 A A T S a1 T R G PCOS IR [6] [7]40
A R S U TR AR B R PR R R [6], B MO N R T B IR SZ M (7], XS R P
ZGPARAC S B (1 B 2B Al

2. BERESKIES PCOS £imHIE R X RITHRF IR
2.1. PCOS BEERE B EFHER 214 ZE

T 16SrRNA Je 2 FEPR 2L FE mE 58— B, PCOS B HIIiBE H RESE /) R AR B A . W&
W] PCOS 2 i1 1 B 5 AR AR B REAZ /E (235 22 5 (8], 7R MM A AR BiF S O HLL S
IEK BRASE rp ] U5 1) JEERE B 1 AU B 11 (F/B) LU AR T s, 1B [T A7 FE AR R BLARAE[4], SR limkifs
ft] PCOS KEEMATFT 7, PCOS K FIAR & - L FEAR[9], EAE SRS, XL 5 M %
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il K S e AS AR R 5 R AR PIFE BU(HOMA-IR) 2 B A o< VE[10]. AW 7 & T 1HRIT 7 ER PCOS H#
) 38 B AR AE[11]

2.2. BpIEREEELE PCOS ZhiptE 8y ch iy B R 18iF

NPT TR A TE RS PCOS Z 1A (R S OC R T BHIEYE . W 70387 W T8 B A % R m] e Ol
B2 FE N LEAAE(PCOS) I & ZARBLI R s A WAL RIL, F4HEK | DHEA #5311 PCOS £ KB
o T TR T 51 A S AR R BRI A 25 L RN A B IR 2R M [12] [13] o i USRI FEAR DT 1 ok it e Ak B 1) 75 5 3
HEAE/N ) PCOS R S pia R AL, WAR AR T IL-22 X DHEA #5-3:1f) PCOS /MU AL )R
T /EFA[14] [15]« BFFEUESE FMT LA B T 00T 2035 PCOS K BRI Bl 155 ) 30 e i 25 oM % O B 2655
F— AR T AT H B % PCOS AR, $27R DA B 98 s (1 T T A — 5 nTAT1E[9] [16]. X LLHf
FEILE R, i R E PCOS [MFEREEL S, 5 Al RE 2 R0 (1 LIRS R K .

2.3. H# - EEHRBETMS PCOS REIRIXE

PRUAHELL RS, IiE BRI D Re M= AE N 318 R R AL SR R O EEIER . B
T8 TR T S A B i DT R I K 2 5 PCOS KR[2]. M= 3 25 [ W i UG vl R 5 2 FE U0 4 S
FHOGIIE B, 55 A B FEER T T Tl i R AR R (0 A ELAE 5 22 R 0 B2 G AE 1) G BR[17] [18] . BIF FRAIE 5K
PCOS &3 11 TMAO K AiA/KFFhE, H TMAO 5 2FIAC[19]. 5 WF 7T HE K il i 2 1 AT S35
[ 8 2P, 5 PCOS KA % VA 2%[20].

3. BENESNTS PCOS R4S FHLEIMLE
3.1 EELE - BRERRRE - RRFERHN - SR MR 55

J A T A e A I i T ¢ A R 1) I I R (SCFAS) A i 3 B M 575 T RE B Aa S I 5 5
T o WEACHR R T8 A ) 38 I S B AR 0 R (SCFA)E % i 12 S U B R IRPL, B 52 RINHELEA RN
RARIE2], AWFFERET T RN PCOS KBRITHAEH, AN 70 M RRFF i ) J6 5 i T R /K 7 T
Bi[21]o WRPRHIFFEHE— DS, PCOS M 800 vh N /K-F I i 5 e & AP ARG, HA 35 IR @ A
A T B A S P R T (R R ARG AT /R PCOS AR BRI Z IR B AE AL Wb 5 [22] . Je B G 107 2
JE TR B AR, s A AR S AR U I v S i B 2R A5 S AR AR, IR T PCOS 5 giE A
AR EAER, $25] PCOS A% & 2% i ThRe = A= A8 B R gt iy 0 S35 (23]« 2 FE 0P SL45 51
KA AR MR B R TR MRS SRR E O K. 2ETH RN [24]. ERERNRE, 2R
YEN HDAC Mil7), T3 PCOS #E51 K BL 1O IF e AR v S AH OGO IR S, $27R SCFAS 1 PCOS £
RGUHAL ] R E I [24] [25]

3.2. FARRRERS - AERSNL - BMEREIE

iy T8 o 5% 56 BE 1 TR AR /2 PCOS 8 ARG B 20E 1) L BLR AR IR YT . A L3R [k PCOS AFAENS PEARE %
iE A TE B OO, Hh TR RRORF i AT BRI 2R G 2 MK S [21], A SiRie i B, e T v SRR I £ 2R e
%S PCOS /NRIVMAED o ZFEMER Thrue & 4dl, Hinjk LPS iRk B A m[26]. WFin, TR
LRI METTL3 /-3 (19 meA HEELE M, $ii FOSL2 RiA, MIRE{E NLRP3 & [H/KF & IL-6. TNF-
o SERAER T HIFRIE, SEEIEREAY PCOS /MUK BF SLTRE[27], VR I PRI IR (1 ARG AR BURL AT P 2
TN AR MER R A IL-64 1L-18 F1 TNF-a /K- [28]1 4% 1 T T i ik o 15 W 18 B BE 4L Rk 38958 SCFAs A=
YIG ERE /1, FRAK LPS 456 8 /K- PHF e U0 S0, TR I VRS LPS W% 55K (1) OR4P RS2 [29] -
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3.3. M EMITRIAERS HPO HIBIEXEL

o R A AE E R (0 i TR B T I 8 AN P B 0 €5 . BRI B- 90 260 W TS TR Tl P /K R IR
R A B IR G G, (R 2856 )5 4 e s W IRl ILVRAB R, AT 35 4 P I 3R /KT (R B0 2 11l
[30], HHZEMmIEMAYIH S PCOS T, AHICTRAE MR M 0iE i S iR 97 SR R TR 72 [31], 1E#& TR M
Kisspeptin /& 45 LH/FSH 73 bR OGN 3, 1 BEMOE 1Y KISSL R4t 178 HPG g, MIifi 33 PCOS
B ML 4 KA L m SR MIE[32]. RARI T E R, PCOS B34 MiE Kisspeptin /K& FFm, SCRF
R KISST R4S HPG ik ML o R UE[32], B i 2 W AR DA QU B ] e 3R 70
e A R R W 47 35 L T R 22 B DN SLEE A ) R (23] W SRR WAk B it 2 B R Ik TR A
(0l - i - B S50 0 2 BRON SLER AR, Bk B AR 2 0 E e R T R R T RREE MR, T
FRAEEEE R AK T, 42 GPRAL A-FH) “M - i - GPEL” Bl st PCOS K BRI B ST AR AN P 43 WA 35 L
[33], IR AT AEe B 25T HPO Sl DhRe i B 22 00AR, AJE T T8 AR A5 1 Hh BE 24 PSR $ 1t 1 7
WA -

34. IHEEE - REERE(ESIHENFREESR

JTE A SR A 2 (GAL T E WU S K e 28 8, AR S 2 o PS8 60 o 1 o A O e i .
W S Th17/Treg 4N 2% 4 2 B R 2R FAH S RH I (B35 PCOS) LA MLHI[30], 7 —WF IR 74
HERETER T BRIE L PR METTL3 AT X FOSL2 1) m6A &4, MM i3 2 3 9P L4354 1ERUR 41 i 2 E
MpLEI[27]. BHFcda i, TERIEN HDAC HfilFnl 15 G ) LA % 9, 7E PCOS WML, HAW)
TR BV B8 = R B Z BB H RS M R E[34] . WFFLUESE, ZBRYE N HDAC #ifil57], 7£ PCOS
BT R O ST RE, RN IE R AE KONV I RIEIR 17-8 M —BKFFm[24]. Ak, Rk
AL 0 AT AR ) HDAC2 Rk, 203 PCOS AHIC I HARFEAT M [35], B 7 I PRRE SR R (1 B 40 K it
%} 2 B2 N L2 A E K BB BRI AIE R T TNF-a 1L-6. 1L-18 /KFHIMEI[28]. EF &Gy Al it 1y
B R R 2 FEE . T PR ECERE AR . TS RE R T BRI RS, Wi 5PiE
PCOS. 1245 77 15 B i AR A58 7 vl i 38 i 7= T B2 B4 (Lachnospira F1 Faecalibacterium) 3=/ . B#Ai
KIGH B - E5REFRE, W T ERACH A = RBRIGH R, M PCOS B3 Mk RAEIR[36]. ixX L8
ROEFIE R T “TERE - 5% - UIEL” HhTE PCOS AR HAZ Co ML, 1 A 1) R it ol A 25 1 S 2 8 1
TP T E B

4, FEHBEDTFBHEREST PCOS AR R
4.1. PAEFETERENERSIGERNMR

WNB I REITA, W SH, RiaiT PCOS MY, 5 NI, IR 1Ihws
BLART 4 Fh i 1 it B (R FIRLBAR 2 & . AT %, I S IRA TR 45 ) PCOS &
MRS E ARG, T S H DR MR T IR S A, EHL S IE R
IR SR S, LT B R OUBRT R S AR R, RN IS B - S SR 28
PEEOR B ORI . 5 — Tk PCOS kI 8 ZRHTRIRAL B 4 IOBE L IR R0 tiE S, I S5
DITIR A A IE E8 8 (R 5 I HU AR B(HOMACIR), 6 2 4 T S BE 1 22 REME SR, 4 FL T
B RO RF B B A, IR U T B J R B B 7. B Ah, AT MKy 7 ik b 250, 7EVR9T
NEREI PCOS AL EARIAIE 4 I, 7 7% thy o s T M A5 2 25 (R ML TR
MR LK, FEc it RS H, B ST R AR TS B - S SRR IR, RN
5S4 R R O B [6] o B e L IR, R IR IV 10 P 24 2 07 34 R et M TR AL 5 44
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WE AT, s PCOS I FRTEIR -
4.2. BIRARFEMR T ER BTG

T EE PR 2 BT R AR 25 S LA, L N BB AT FT O IR o /INBEBRCRT 38 1L I T
A E PCOS HIRERAS, FHFTEIR, (RN 0 PCOS REBA , /NEERRBENS UL
PR A, FEACF B T S0 B TR EL B, IR DA R R R L ST TR AR T s 5 s o T S )
FRL, AT O 5 B & FRARPL[37]. SR, A WHTCa, /£ S B S PCOS KRB, /NERL 2
2 A P T R W P 2 REE AEICRE, LA AR S 2 A2 TR AN R [38], 3K 2R /N SRR YT 11 4 15 1 I T
A FA B KAE . BAh, FAt s e e Gkl B2 3R, AT R il AT SIRT1/PGC-1a {5 Sl B R
ORI G PCOS A RUIEIR, JLAE T I F IR E m A Gemella (-FRZ, LI TIRINEE. BIRWR
AN DURT T Jo 55 7 L i U TR B A P = 239 -7 S AR D ' 7R ML 7 1) 2 B M Ay, R i e
PCOS Ff/NBRIIIE RHESH, T 75 WA S AR T H0RIE, I B PR T [7] . I LEmt
FEHZR T IR 23 11 B 3 2o B 1 R B R RPN TR T

4.3 PEAET “M - HEH" NEEEEE PCOS HESHLE

EEZGIRIT PCOS MIMRIATET 3 “Hehi” , X SIRESD “fy - e WHILHERS. &
“Wr - GRELEN” 7T, P EE 2B IR R A, A TR A 5, T ) 9 S8R 3
TLRA/NF-xB JIE (5 5 8, T 90 A ORBE, T e 9% 7 FIHESR T AE[40]. fltm, 7 & Jede
A R, SRR RY, ORI R UR ) LPS-TLRA J8REEEE, MR PCOS /b
BRI 1 SRR A B S S HE I [40] 0 76 P - Iidih ™ 4V, PCOS H ik i ok VA 55 40 28 1 4 Wb AR 25 )
M, BFFCR I PCOS 8 hie p-U ok T IR I T BE (LTI FCRIFDRT TR« S SS40UT 1 R0 A B 4 = B 88
I 5 375 5 2 P B KT R B B RO 2R H (R IE ARG, 4B T M A e — R
PCOS #1% P4 53 WAIRIVSTE NI [41]. 76 M - FFFSh 7 4ERE, o252 7 A5 2 H 253 P ik 36 V0 P e e
L 5 R R R A O BB, IRV RR/FXR 5 2K, TS PCOS K R AR AR 15t 3
TL[42], X4 < - BN BB AR ISIARAE, T RE I BE E  Se BE A RI 2A  et
AAIEAH, FELLH . 2R TR LT A U R VR F T X — 25 0%, (AT T H A AR
AR 3
5. #Wig

HAT, hEZ RIS HREAYT PCOS [ 7T CHS VIS HERE, (ERE (A LB A S8 A/ RE AR R
JE, BE IR BRI I, HL7 R R RO, PR T ESR S AR T . T A 2,
HARBBE R < HBE - 200 - TR Z 1A ELAERLE R IR BRES AT R I, M DB B R
IR IR TR b R R R, BT AR, PR T AL IS AT B

R HRE 8 5 PCOS PR 3 T RIS O WLAIBGE . S ENR TR S . R E L. U
8 PR RS L I Treg/Thi7 SRS HIAR T “THEF - IR - SIS T (558, B M BERCA PCOS
IER 4% PP K BR A < - UL Bl - T M - PR RS R, BRRERAH - Gk -
EMK IR, BT PCOS % RGSRKHIE, R KR I0 7 1 DL ATHE 410 25 1 i FE
WA,

EEZE “ZUL4 - ZHLN - 2B (DTS PCOS M RGMAHERIER A . B s Ry
WG HRBE S o, 2557 il EO R . S . MO R IR ST A, R T
B 2. AT, DUE RSN, 21 TR YELLE, B 0 T AL bk AR U B 30 A B
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fgE:, RITHLRMNT AL, BRE T HLE RN R A AR .

AR FERAEZN A R B IR FITEAEAL . M FIE TTC T sl WA\ A4 & B R A 1 58
WAIE, 4562 IR BAS, BT SCBE B R S AR PCOS 2R AL R BRI BTk, 170 3R 2 T T < Bk
F, FESL UMK - HHE - 7457 FEHEILECR R . PERZ T PCOS ML AL T BRI, (HHIT RS
JRAME B 7 AR S8 B 0 R S BRAE R EAT 20 J2 . UK R IEM A EEHHE R R, SRR “FHER
W75 CSHIERE” AR, SRRSO AR e, R IRER - A BRI S R
AT TS . AU &R A ROE o A2, A0 LR A 16 P 2598 PR ) BOR R OB UE I, &5
R TTI 2 R R, A BRI AR — R T RUR R, 9 PCOS e fiti AR E SR Al
IT o

M2, WERAE A NI PCOS (M RGBSR TR L A, ﬁﬁﬁP@%E’J%‘%M SEZ KRR
AR R T IUTBre MEA B PRURIGAIE . RSHE 7> R R BOR T, J7 e X — U A fifi ik P k=4
s AR AL, 28 S PCOS I/ MALLRI i «

SE
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