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Abstract

Polycystic Ovary Syndrome (PCOS) is a common gynecological endocrine disease with a complex
pathogenesis, often accompanied by a state of chronic low-grade inflammation, which has a signifi-
cant impact on women's reproductive health and overall metabolic function. This study, based on
the theory of “Deficiency-Qi Stagnation” (deficiency of qi and retention of pathogenic factors), ex-
plores the TCM pathogenesis and treatment strategies of chronic low-grade inflammation in PCOS.
The study found that the TCM pathogenesis of PCOS is closely related to “Deficiency-Qi Stagnation”,
with the core pathogenesis being the failure of qi to transform and transport, leading to the gener-
ation of phlegm-dampness and blood stasis, which in turn triggers chronic low-grade inflammation.
In terms of treatment, the main approach should be to tonify qi, resolve phlegm, and activate blood
circulation, combined with modern medical methods such as regulating hormone levels and im-
proving insulin resistance to enhance clinical efficacy. This study provides a new theoretical basis
and practical references for TCM clinical diagnosis and treatment of PCOS, which is helpful for im-
proving the quality of life of patients.
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1. 51§

% HE YN HL L5241 (polycystic ovary syndrome, PCOS) 2 & i 10 L i i DL PN 203« AR a0 2
—, DiEMERER . AR EHEDE . N5 2 2 A A SR AEL], X 8%~13%[) B 8 H Lottt ok ™
HAIERL[2]. 1X&HT PCOS MIRIGHLEIE 4, W RZFNER, BREHESRIEYT. JERE. 1808 8 5E
o 1 5 2R MURE S AR [3] e AT AER, 1SRRI 2 FETE PCOS RIFHLE A IR FH 52 B2 503, RAE
AN GRS N RE, 185 PCOS 12 Fh AREZ UIA ¢ . FHEEXT PCOS B IRFIIGR YT I s A& A, “ R
ST HIRESEHEFEENPERE, XHER PCOS HIHHLATE SR RIGTT BA EER L.
2. “ESER @it
21. “BR” B

‘AN HRAEREMNSBIERMIE. B —HE LT (EWHNE) . (KA - bk
W) ORI A, R, WG, BRI, RMEAERA RN, R R MR ERENA, N
FMs, SRASKEBES. &8 CEHRREWHIRTT) A “#TEME, BRI, SESKAAN
OF”7, M “BAR7 NIERTE. (IFREEE) § “BBANSS, BERR7 s (THEER)Y 5§ “Ikz
REARHGY, TN s (ESUEERZE) F CEAR L, MR BT M BURORE S, “REAR
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TNEAT B “IRHER AT o BUEE W, PREREZ R BIARMAG .
2.2. BRI

“EE SRR AR AR KR T R A BRI E . B BIOR SR
B, B = BRI, FEImm. 58 R 2 B 5o Z 2w .

23. “ESER" A8

“RAENT E T ERERTR) , B Esseel R, WIKENE, B, el
W, IEBLARZM L, RIS B AR FEURRR B AR . IRER TR R 86 ZFEIRIKER,
BT R - - HER” RauRE CRERARE U, BRI EIRKIR T T HNE. fBETRT
R, UMK, SRS T AR Y, SR, M. K. KK AR IR, SRR A,
AT AR, PSR T B ) B R [4] . IRARAIE R3], “ iSRRI 7 BB SEM B (5] < AR[6]. BE
PRIGE IR EZ ARG . SOOI ZR  AREHEZR 12 B AT M3 25 22 A2 1 5 1) S 7]
FRERIRTT . X — IS TE PCOS rh[AIRE & 4435 B A/E .

3. ESBiFHEiLS5 PCOS

PCOS 1Ey— Ak WA N il i, 5 “ AR BISRIRE . WIIWTTHRE, BA%kR
A, BAARE, AN, AT RFERAMAE R, SEOREMMEDIRER S BB NERZA,
AIAEAZ IR IRE IR REFE TR R NG, kg PCOS A . MIHIJTTHRE , HIHESITZ)
RERSS, EMISATIRSGE, HEBUAT R, ARAE, BERRK, AT ERE, AZMEMR “H
7R RN, SRR SRMA RS, R MSERRIIETT, SBUEA THR, IE T e
We XMETARE, HRER, PR EEE.

4. PCOS 518 M (KB AIE

B PG 2 (low-grade inflammation, LGI), PR IE I PR 4 4 (subclinical inflammation),  J& 75 = 195
HAEVEE, e —MEERE e 1B IR, RREUREER AR BIRAS, RIUA RAETEAR I A2 T BE R T o
TR IS PEACEE /& PCOS BRI R —, IF5 HAL IR, = ILbE. JoHRoR & V1A 58] [9]. R
RREEFN N, PCOS A8 4 S W AE GF SL4 %7 « 20 FERE I BRAS AN J v B R INUE T b R T S A
[10]o AR A K FAR B EFE R A FE R T~ (tumornecrosisfactor-a, TNF-a) . C v 2K [ (C-reactiveprotein,
CRP). H#fffi/r%-6 (interleukin-6, IL-6). FIZfiffi/35-8 (interleukin-8, IL-8)%%, iX4& 484 /)i /£ PCOS f&
R [10] . T A A I SORE N AL T S S S R R R R -3 S S IEERE R R
YHARIGTE, MTSFEERE. WESS IR RRE, PN E RAE RB[12]. 5 TNF-a #1 1L-6 DhReH R, H
YA A2-10 (interleukin-10, 1L-10)/2 XEPTL & T, 7E PCOS Hh7a i 57, T LIS T 20 M A 5
B MWL RIE M. B2 TR, (2K, BRE TIPS PCOS AL i & Ay
e ECR AR 5 5 IAR 5 [12] [13] PRI, ORI ZS AR FTIESE 118 PEARE AR AE PCOS KB R b i) 5
BV, IR TP R SR FE T XT PCOS #9515 % VIAH G [14] [15]. VA LWFFes5R 80, 18 HA%
JE#NEL PCOS B VIAHIG . WlfR S PCOS 181 R AEARAS, Xt T ZRAAma i 1t F S s/ I R he LA 25 22
=9
5.PCOS HHIBMRERIES “ESEH HREKMERN

VAR BE JAE 1 28E R 71K 7 AR S WA S 2 DR DIAH G, % RGUE 7R iz Il 5 % B AR
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Thek, RERGHFRIEMERE. GEHHNE « KiN) “IESFN, AT MZprE, HA8E” .
ULIA S B Th REUR TS, RIS v S EWILASE hRe 6L, 2 8 2 A OGSOk T #f B R R Kb id
TEVEAREE RAETRNLA R LA, ARARst. BEETTZ TN, LEEFRZ FRECRFRM. i, <&
& S PR RIE R E A B RS 08 A E i ) 2 B E P2 [16] o SR Tk 2 AR S AR KR
AR IR =1, ML MRS AT R I A SR o BT O, R 808, & ] BAHEEML, FoARE,
TRER ERIA “RBERING” o IEANARPHEI UL “RBEI, R ERE” o KRS IEL PCOS. HIACHT
FRI,  “HIE” 25 R R FARE R A KR, BHNEHHIFCNHE[17]. XHIES PCOS &
MR RIE bR HIFT & . B SIS E % PCOS WERIRE TS R B, AR . MR SRR SRR A
K7 /KP B & PR, MR IL-18 1L-8 AP M I i . AR SR (P <0.05), &K
Bl 4 FIER 2R3 JOE R 7 KP4 8 R T X IR ZH(P < 0.05), FEH IL-15. IL-8. TNF-a 4K 715
IR T i i, 9% 1 5 TR R R IR AR 1) SORE IR /K P . B o, B R A2 PCOS i
18V 9 i R AZ o WL [18] 0 RIS FL A5V S S SR B A (R R B SR 2 —, TR s B =40 (K 7= A, ARARTE
THEE AR SN IB R R —— IR AR IR, B R DURAK IR, PR SE R R <R HEBI T 01
AN WO AR E R FEH TNF-an 1L-6. CRP 252 28 R T IIFFEL T, FRAEOL R B R bR, T2
S PR ELE” CBBURA” TR K.

BE— PSR, SIER T RIRIBR RN “H - - R FAAFTER . —J7 T, B L
PV EUR NSV SEIRES, 50— 7T, RESRS AR 2 R A SOV #E IR UM B SR, T
B AR — B — S — B R AR

6. PCOS i AEHHAIRE

BEXE “HRE - W - R OB IELAMYE, O MNALE AR G o ANER X T B
WERAE, FEAEARM e S AR, 8 AE AT PRI RE DU AAE; BN ES, Wi IRk DAL,
SRR A S . T HORAL: RN EHNIRARK, BOLRE F R M S, R R
PHUIWT S0 R B

6.1. FER

[ PRI H & 32 E 5K, PCOS B REE#, ANEIRSEA, MBS Ra4E, LT 5R7%E, B
THRLTEZSANE TFIL, I T HEEN I & W4 . AR RSN B I i A2 R Y Ak e [19]
[20]. JEEREHEZEE X PCOS AR BRI, LAANE R . 36 AL ROV IR AR AN A4l PCOS A
77, BEHEIE. BH. BE T RLTEANER M. PCOS BB E B LM, InRPHE TS
AR, TR . AIE R BHRE . R LA . Im PRI YT DB KA S N A I T B0 . AT e AR
MR R B b, WISE S B, AR HERESEME R ZAERE, M IR E PR AL ik
ARG 22 BUC . BARSAKEMIR[21]. 25 Lk, PCOS LIH M NE#, ZIisHIAMNEIHKEZY,
I IR DABY L, MBI s 70, R, W EABE, REGE PCOS IR .

6.2. BER

EExf PCOS e h LUME R Oy B, XAl (@ s <. AR, LRI g i
T3 8 =R R IR PCOS FH MR RAEIR . RUME IR 28 < B IR h 2 <. B T35, &
SR EAEAMIE 2. I IRIER PCOS BRI BN ZAERS, Wk HIAhth 23 N — 5%, SR
M0, BHZEE. fFEH. FRATERER M FARIEHIE . IS0 5 = WA K A R v i)
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AL, RIAFREIT 5%, TabeA M. o e 55 PCOS i T 2R HIATRIRI . <
RSN BRI IR0 o H F B, RAMI AL #hrb s B R, TRk BA[22]. 25 ERNA, MEN
AF, Wi PCOS M B AL M ad < AR, A8 M AL (A IR RE DT AOAE;  rh @ 1 B ) sh 532
M RIR N FAIRALIR, L 2 s I %, JEILARRR B AW SORE R BT, e IR A IR

6.3. W#AXNZE, FWRBEETIEIE

] = R B VRN N 'S R L 20 PCOS KM, BREA L. B ZENINER B R, X
PRI RE T F HESh SR HE T BO5 R A2 [23] - PR BRI PhEE I8 5 FH 25 FARH & 2hi, ARGEAS R 4
RO B /L, (EBEAPRIE AR EHEAT 0 RGN, ImRH 20 %L1 - ke 1 - SREANE
mifE, AISE - FEEERRIAEE, DAMAT, SENCANE TR HEIN 23697 Kik. FAR - AR HHAMEK,
KA, SRS 2 6T K. R - M N R IS 2, ORI AT, WBLE
RUMFETH, ARARE . NIRRT -2 BRI B R AR A8, IEE IR, TS ALK, B L@ [24].

7. BT ESEFERILHRITHMENFEE PCOS iaTFHIN A
7.1 hHES

7.1.1. Bk

VLY T LG B 1S AR A iR, BN T S5 [25]8F F R I 5 IR W 4/ BRAHEL, PCOS A4 /)N BRI
& IL-6. TNF-a i, IL-10 RI&A T, WEITEITE, IL-6. TNF-a KPR B 2E FK. KERE
R A ANE P SRS I AR BRI 2 ThAL . AT R =S5 (2618 78 R IR 2t ' UKL A BH S P& Ik PCOS i3
IM37 1L-18 J SAP 7KF o #NE A 7 B 407 55 AR B S0z sk i B, DAANE BN 32 . REAE S5[27]
WFFE R IAN AR J7 BE AR P A0 4 IL-1R. NF-xB )%k, #01%] NLRP3 (NOD #3244 4 3)/ASC2
(% CARD Z5 I8 T BRI FE AR 11 2)/Caspase-1 (CEMEEIR R AR IRE AR 1) 4I5S 5@ st
R a8 B A7 B Al IR B TAATem kR, BAA@MSEE . ka2 . BRifisE[28]
HIF 70 2 B JIR 25 B Ak 3k J7 AT 38 0] NLRP3. Caspase-1. NF-xB. IL-6. 1L-18. IL-18 %% R 1 (KRR,
4% PCOS JOMERA, SGEINHINAE. 1HE Akt CGRET) 155 Ak sk, 477 FLZ2 4 A 25 FH
T MARHE . BRI 2 D)o FINE 55 [29 a8 B 70 % I VA Ru i osd s #4248 EX 7 IL-18 TNF-o KIX,
FEmPt R IL-10 /K, AIMi984% PCOS KIS 20, HALHI W] G @i #0H) M APK/NF-xB i&4%,
IR AR AR e AR B T N I B KM SERA A BT, DL “AMEF@IE, FRIMIEH]” ey 54 5 0.
MR S [30]38 T S48 KIS T 25 AR i b 7 20K BRI LPS ZKF. 1L-18 B B /K-FRE IR, BB IAAR
a3 5 AT DL K BRAAR ISP 9 K

7.1.2. fRRRARIEK

JBE AR T (EHEM) » LB IERNE T . EXNTEBLUF R, B e LA T
KT EHH NF-«B. IL-6. TNF-a [RIE, BV RN, REERFWTFENREERE . —FRinAfA
RS S BRI 2 IR T SR [32] 0t 78 A — Rz 4L K BRI CRP. IL-6+ 1L-18. TNF-a 7KFIK
T PCOS H, &/ Bz PCOS KB A S S, AT e i i # ] op 20 21 NF-«<B 1 NLRP3 47
FRIRRE R Ko TG BARRAIR, TR IR 1RiEHESE 330 LG it 3% % % PCOS
JE 5 FZARPUR R R I, G SR Z LMK PCOS-IR KRIMLIEH TNF-a. IL-18 KF, FHFAREZZE T
i TLR-4 I NF-xB p65 mRNA. TLR-4 fll NF-xB p65 & (1K 1A, &R %% 1% TLR-4/NF-«B {5
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SR, D RSO R ORI, ARSI R AIRAS o INRAT 25 H B B RN E AR 2 Th AL W
H A5 [341HIF 52 R TN A 25 H 2039 7T L@ BN 1xB-a 35 30H] NF-xB 489515 510 B 1 el 2D R e 40
R TR, HSARTA R BRAR L, IIRRAT 251700035 IL-6. TNF-a. 1L-18. IL-18 /K-F-2 B B FEAR (P <
0.05, P <0.01). E A2y J5 18 AR B2 R AR 1B YT PCOS HIFE FIMLAEI L% 1.

Table 1. The mechanism of the “retention of gi and phlegm” theory in improving the chronic low-grade inflammatory state
for the treatment of PCOS

x1 ESER ELNEEMHRERERZSIET PCOS K EMHLE

e 27 ha 1 FLI SR
A= sl PR FRALRE i IL-6. TNF-o T IL-10 [25]
RS R B IL-18 & SAP K°F [26]
B A AWNEHETT ANE K P IL-1R. NF-xB ik [35]
M AT femasE, ks 00 IL6 I8 NFBL LS )
R

. AMBHZERA T AL i IL-18. TNF-a Eik, 28
Shtc R IL-10 K [29]
AR 25 3 5 ANE R, FR MR F FEARIMIE LPS. 1L-18 /K [30]
JaE A FRIRAL R A% NF-xB. IL-6. TNF-a KA [31]

s s . L % CRP. IL-18. IL-6.
PR “ Wi R Mg o ORI [32]
RSl I3 BB . AT AR BEAIC TNF-on IL-18 K~F [33]

- ; PRy 5 PEARILS IL-6. TNF-a. 1L-18.
TRAT 2 H /L) AT A AMIAL S L1 KT [34]

7.2. StRITERTHE

EFRIT R R ERIRYT PCOS IRtk —, B e IR /b, wli T ARG, s N 5
WIIRE, WERAGVEAREE SOE . 2 AR [B5EIE WH 7L R L, BHRIHGT. B AT, koo, MRATRAANE, R
R FEE. =PI RRATPANEEE, BREANE R R, JRITHT WA EE TNF-a. IL-6. CRP /K
BAG o B XX e O RS HERIE, W ARSI, B3 “RAREER T . 5ff PCOS 18 VEREE & E
R, RIETHFES .

7.3. HibdEZIT %

T RSB BRI 2ROV S ME(PCOS)IN, IATEZ LI 2575 8 T, HRE iy B
EHRIE 73 B SIS MAAIE ST o [FIIS, AMAVEFRIGE . S MRSt R PR iR B R EH .

UEPHPFEE [36]HF 5 & I I % J22 7] 2503% PCOS K RRUFELIEAS, FEAIK PCOS K ERAMA 4805E K+ TNF-
o~ 1L-6 Ko SN HEZE R — Bl X 10 AT Rk M 1T RIGIT B S SER7ER P . =, F
BE. BRET. RAR. Kot T8 =AU ICA #NE A 7 50 I BEAT 16T BT JE AT R, R I
MR A T 257677 PCOS HI A (B MK IMLIE TNF-av 1L-6. CRP #5ER T /KT

W NAMEIRIERE TR, WIREEINEERIEN FMER, fef &ddm PCOS MR T s, B&EM
HEEMIEARGER, #EEEEETE.

DOI: 10.12677/acm.2025.15123665 2373 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.15123665

SRR, AERAH]

74. 858

“RE R BRAR IR T 2 B O SR LR Sk P R VAR SO I R B A LR T SR ER K

PCOS MIKMEKES “RAMA” BYIFR, ARArssRH FERIR . BT AN 1IRIT %
W, EIEHRIESBSTE MHSM TR B RITIED R WA IR SR A TR, R A Sk PCOS i
ER, VAT I TN RE, DRSS R N . SR, HRETOT “ A7 HEIkfE PCOS H AT
FAAETIRBEI B, R TRE ENCL NI E: © FFRET “RAEM” Hitn) PCOS i EEIE %
(WS« IRIRR) S0 E RAE T3 (40 1L-18, CRP, Chemerin Z8) (M SMERT 7t . @ Bt Skt Sk A
RIS, b “aixhii” o “aifbiir” 5 CRMEAT 7 AT IR PCOS B O K K RS R I
. @ FIFHBAREY EHAR GRS RAFAS)IRT “H " S0 B i) B 5 ik A L3
KA.
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