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Research progress on the treatment of polycystic ovary syndrome by traditional
Chinese medicine regulating NLRP3 inflammasome
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Abstract ; Polycystic ovary syndrome (PCOS), a prevalent endocrine —
metabolic disorder, is characterized by hyperandrogenemia, ovulatory
dysfunction, and polyeystic ovarian morphology. The nucleotide —
binding leucine — rich repeat ( NLR) family pyrin domain containing 3
(NLRP3) inflammasome, an intracellular complex composed of active —
NLRP3, apoptosis — associated speck — like protein containing a CARD
(ASC) and pro — cysteine aspartate specific proteinase 1 (Pro — Caspase —1),
is activated by stimuli such as pathogen invasion, oxidative stress, and
metabolic disorders, regulating the release of pro - inflammatory
cytokines including interleukin - 18 (IL = 1B) and IL - 18 to mediate
inflammatory responses. PCOS is intricately linked to NLRP3
inflammasome activation; it triggers NLRP3 via mechanisms including ion

imbalance,  mitochondrial  dysfunction, and metabolic  product

accumulation, leading to the release of pro — inflammatory factors that
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exacerbate ovarian inflammatory microenvironment, inhibit follicular
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FEE A 2 T (1990 — ). 4. Fl & (L4 development, and induce granulosa cell apoptosis. Concurrently, NLRP3
WFFE 1) O P R 2 5 2 48 00 L5 A inflammasome activation exacerbates metabolic disorders and reproductive
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E - mail ;2985172163 @ qq. com reproduction” vicious cycle. This paper systematically reviews the basic

endocrine abnormalities by disrupting insulin signaling and promoting

androgen synthesis, forming a " metabolism - inflammation -
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research progress of traditional Chinese medicine (TCM) in regulating NLRP3 inflammasome and deeply explores the

synergistic mechanisms of TCM in anti — inflammatory and metabolic regulation within PCOS models, aiming to provide

novel therapeutic strategies for PCOS.
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% & Of 8 2% 4 1iF ( polycystic ovary syndrome,
PCOS) J2—F i W T H I Lot (15 ~49 %) /9 N 70
PO ZEBLE N, A4 PRI TR LB A T 24/ i
(HERD) RSEAG AR AL, I IR R B2 AL, TR A
SiE ) 2 K DA 42 S5 HE DR S 22 B PR 5 v R UL
FAER PR SRR L, DL B 5 R ARPT A
AL 5 EL DR o A S A A, T BE S AR T K R
By AP T 200 w8 MEWCER LA LA SIE e 5 | 4 08 98 i
SISO, X B R AR AR, Tk & I9F 5%
Wi A 3 AT , 3 T RT 1 ) A B gk R R A 2
I o AE PCOS S PR 1R PEAITE SO
RS W, M P E A R - 18 (interleukin — 1
beta,IL - 1B) \IL - 6 54 % X 7 /K ~F- It &, 1 NOD
2R IR 25 f I AH 6 & B 3 (NOD - like receptor
pyrin domain — containing protein 3, NLRP3 ) 4 i /MA
EREPAROX S TR 0 . BT, I 2%
BTG 5 I RO ST P IE S, vh B2 25 A0 2 1040 |
Z i PR NLRP3 S8 E/IMA, H T B B a7 28,
S PCOS (5 DR 234 7 4R AL T R 3 e 2y
AT LA T A NLRP3 485E/IMA , X PCOS G YT 7™ 4=
FURAEHT, T PCOS (3R YT S AHHT ) SR B, A SOl
HrEE 2594 NLRP3 48 /IMATE PCOS Y677 Hh i 1 ]
HEATERR , LU PCOS HEHEVR T S (ISR
1 NLRP3 #fE /M HIHE AR

NLRP3 SAE/IMAAE Jy—Fb 16 1L 9 NOD 452 (£
IR g5 A 52 85 H 3 (active NOD - like receptor
pyrin domain — containing protein 3, active — NLRP3) | {{
T-HH e BE S £ 45 H (apoptosis — associated speck — like
protein containing a CARD , ASC) Fl2 Bt 2 ik K 4 & iR
EENF - 1 BifA (pro — cysteine aspartic acid specific
protease — 1, Pro — Caspase — 1 ) N ZEAE &
A TR SR AR A8 I 38 B AR 38 25 L A5 BT B
I, AR R AN 5 TL - 18 AL - 18 (R, 2 5
JAESL Y o NLRP3 Jefi/MASEAFAE T WA A%
AN AE R A O N EE A R A,
iy NLRP3 ZE 14 . ASC Fll pro — Caspase — 1 2H i,
i, NLRP3 2 [ & N — K3 Pyrin %5 #4 3 ( pyrin
domain, PYD) 4y . C — A 3 55 R 3 4 T2 91

(leucine —rich repeat, LRR) %% #4 38 #11 47 [A] NACHT %%
s, A0S S ASC P 3k L A
é‘? Caspase %" %?ﬁf 7{“’4} iﬁﬁ ( caspase recruitment domain,
CARD) 1 PYD %4415 ; pro — Caspase — 1 F5 & Y] )5
JRON 75 P Caspase — 177, H¥& o #2450 0 2 1B
B ¥ NLRP3 Bl {55 , i PYD ~ PYD
SEA AR SE ASC IE LRI, 28 CARD - CARD £544
41 55 pro — Caspase — 1, filh & Ho [ & 28 i O 15 4
Caspase — 1; Bififi5 , 1 1 Caspase — 1 315 i€ 2 41 Jfd X 1
IL - 1B IL — 18, 5| & 48 i L hr, JF 24 i I Je &= D
( Gasdermin D, GSDMD ) & H 5 & 40 g £ T8
NLRP3 S S/ MA TR AL T A 5 57 3 — 5 5
i1 Toll ¥£5Z4& (toll - like Receptor, TLR) 5% 4 fifi [K] 7
N5, 8% % A T - kB (nuclear factor — Kappa B,
NF - xB) A3 )i NLRP3 il pro — IL — 18 (5 1 56 —
55 9 IR A O 23 1 AL X (pathogen — associated
molecular patterns, PAMPs ) | i {55 A 3¢ 423 T #€ =
( damage — associated molecular patterns, DAMPs ) % fiih
KB KA Ca® BRI Na ™ 3L R 14 Ty B
505 4 4 (reactive oxygen species, ROS) B . & il 1A
s BT B ESE T W E E S E A A S
A6 i, NLRP3 58 i /I AR 1 8% HL A 78 PCOS %
ML P A E I EROE P 7, B I L
IR FEBAETR AT
2 NLRP3 RZFE/NMEZE PCOS FE(ERHLE

PCOS 521y # W B IA R A 0 WA QI 3R AL , LA
F AR R HECR AT | IP 5 20 B AE 8 R AR, R
PR B FRAIRBT NI, FER 52 52 4% PRI RAE AR
A Z AL, 7E PCOS [BF AN R &
RERAS 3, L3 o IL - 1B 1L - 6 S5 {2 R A 1K F
FEET, 1 NLRP3 58 i /)M T 2 38 438 50 8 O 5 R ¢
TR T By RARHL 5| K 0 S Ak I U S i
DT PR HE AR, v ME A 3R IMILAE 3 B0 N 5T X g 8, LA B S
EWHERA SRR LPS BB AL 3G NF - «B 1 Toll #
ZAK 4 (toll - like receptor, TLR4 ) i %, ¥4 R 4K )
NLRP3J&JE/MAE A6 5 NLRP3. S8 JE /1N AR 8 7 41 52
A SRR B I T e S B B Tl TE R
M EORL AR ) BB I A5 | TR B A B2 R R AR S R
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(NF — B3 F& 3% S Wit e 16 1 55 ) 9K 8y, iF 1
G P B R A AE (B TL — 18 (1L — 18 S il FUKL 41
YL HE 5 75 S 0 T, S SOOI AT B[] P g | A RORE 2R
JLAE T R O B BR B ) AR ER L S R R A
(L - TR e & 4 H0) ™ o 0% 5 i NLRP3 B¢
R TL = 18 S5 5 0E PR, A2 1 ] B 55 F0RE 240 Jfd
I3 AL P T PO K F A, 51 HE O R i A
GV P BT, b 2 10 o] R 02 2R 5 T g, R 5 BRI
P, IERC A - RAE7 BHEPE IS, N FE PCOS 1 %
R R EAEEEAEM

3 iz ki NLRP3 &AE/MEE 7 PCOS

3.1 Z%Z(curcumin,CUR)

CUR B—FfEZ b KM Z KG9, BA
PLAR TR EE R ORI BT 3h Dk ok B AL AT
PRI A T ZHENG ! 45 A5 3 % oK il
MeiZs T PCOS R AR A AT T 10, 45 2R W, CUR
BT 41 Fn PCOS #5 AY 41 K BRI I H 42 4 0
(139.47 £5.44) F1(189.45 £6.76) pm (P <0.01),
S ME R B & (fasting insulin, FINS) [8 7K 5E 43 51 4
(1.88 £0.13)F1(7.72 £0.29)mU - L' (P <0.01),
Nif2 mRNA £ 35 7K °F 43 51 25 0.96 + 0.05 Fil
0.12 +£0.02(P <0.01) , GF 5 20 2L #2745 15 7% 53 41
AR 2 514 43 (P <0.01), iZBFE K] CUR AT DL
ERTE R iy e R Y= s N e s
PRI BRI I, w5 1 B R IR T , AT el ok 40 o 4 Ak
o7 SR AR AE RN & ¥R YT PCOS AERT, HiX — i /&
A HE 5 NLRP3 j# /v S B R GE I8 12 % D) A 5.
CHEN'"®) 4 A fdiF CUR % — & 22l ( dihydrotestosterone ,
DHT) 755 i) 0RL 4 MU AU A T 055, &K B8 CUR 3 i
T NLRP3 58 i /DM ACHH G K& PR, 538 0K 4 it ) g
Fle REMERCR 78, T A 43R 77 PCOS 1. BE
A CUR IGYTPCOSH M FEAL Jay FR T Sl A 24 15 1A A1
AR, 2 I PR S i R 5 AR i
AR,

3.2 /NEZ3E ( Berberine ,BBR)

BBR & B ESF P 2R Th R IR A 808, BAT T
A AR DO MU IR BT SFE, AE POCS ()35
JrHh, BBR W] DL 2% i i 5 X HEPE (insulin resistance
IR ) BRI 375 R 2% 7K1 59 B B A, O el st v B2
SRR o ZENG™" % A {fi i BBR X} LPS +
Nigericin 17551 THP — 1 E 5 40 e @t 7 (9 NLRP3 4
i/ MASHOE B R HEAT T30, SRR 41 4H [, BBR T3
J& NLRP3 (IL — 18, Caspase — 1 ASC £ [ # ik /K F43
B &R R 20 B 0.32, 0.33, 0.35, 0.12 f

(¥ P<0.01), LG EEREA SR L ik
W17 BBR Al 2,3 — W A 5 NIMA A 56
1 7 ( NIMA - related Kinase 7,NEK7) 25 H ) 121 —
K2R (R121) BRI LA BE 44 1) NEK7 #H,
R121 £ F NEK7 5 NLRP3 #f 5. /F I 1) 5C B 45 749 3
W, BBR BEAFFEPERH T 2 2% AYAH ELAE ], 32 il
IL — 18 BECHAMKHEL TLR4/NF — «B {5 518  , HAK
AR NEKT (1470 98 B 2% AT 30 4o 3 9 B9 81 Jy &8 48
AR | et B e 2R A7 R S A5 5 8 s e o, MU
J7 PCOS, ZHAO™" 45 A fdi il — Y SUIKHE £ BBR %
200 44 PCOS Zet3ay7 12 Ji )G, A5 — W AU .24
ZHAH Eb, = FOSUNICER A5 /N BE i 2 52 ] ( testosterone , T)
%072 ( mean difference, MD) y — 11. 53 (95% CI;
-16.91 ~ —6.15), JiE & & HL T 8 44 ( homeostasis
model assessment of insulin resistance, HOMA - IR ) MD
A -0.25(95% CI: -0.36 ~ —0.14) , {KFE 5% MD
H—-1.85(95%Cl; -2.76 ~ —0.94) , fE4 i1 7=
S X (¥ P <0.001) . PCOS B35 JIg Jit
AR | MUE T R K28 83 ks, HACRIE T
2, W] BBR A] LARG SR BT 48 AR R T 03 [
ZHONUR ERYY PCOS (1E . BBR J557 PCOS {
G, 30 5 200 A S 5 W ) B ) NEK7 FHLIET NLRP3
RAE/IMA )RS HEDT R B, 72 I PR 5E E A GIE BBR
AR I B R AR MR AL S IR, S R
IR P 7 SR A BRI 2 2

3.3 #il K= (Quercetin, QUE)

QUE fERy—Hp R EIIL &Y, HAZ ORtE S
VEFRTE T30 0 e PR TR R G, TR TR BR A
Hy B I 0 A 0 00 ) 8 B I B R O it e 4 4
R B AR . WANG'™ 45 i i3 QUE X Ji
G &= FE E R ( dehydroepiandrosterone , DHEA ) 7
LAY PCOS R BB HEAT 7, QUE 4 AR HY 21 F) {K
T35k 188 Fl1 198 g( P <0.05) , 25 {5 Il 4 ( fasting
blood glucose, FBG) 43 %] 5.7 #1 7.1 mmol - L~'
(P<0.001), HOMA - IR 43 5l & 2.6 F1 4.7
(P <0.001), K B3l 1 J& 3 1k 52 32 53 35l Ol 68% FI
10% (P <0.001) ; 5B AH LG, QUE T HUSIL - 1B,
IL - 6, 8 ¥R 76 [ T o (tumor necrosis factor —
TNF — o) £ [ R 387K 43 0 B = B RLZH 1 0. 52 %
0.53 £%.0.53 f% (¥ P <0.001) , 7EGE 117 122 7 1Y
HAG 5 L. QUE AT DL 3 BRSO AT Y 1 3%
IR BB BT J PCOS K BB H NF — B 1
WURLA A% 23 (57, i) 1 B 55 20 21 v SR AE AH OC HE A Y
Fik, MR W] T QUE AT LU NLRP3 58 4E /MA &
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FEiG97 PCOS B9fEH] . HHETH QUE 17 PCOS #F5Y
T S YRR S5, B = RFEAS I R A S8 A7 IE , 1
o ()4 0 98 45 NLRP3 5 i , LA 1 88 5 4y
TR AR 58 4 A

3.4 EiH{EE = (formononetin, FMN)

FMN S 3 fe v — i 32 22 0 A2 3 Ve S B Ak A
Y, BAHOR SR TR 5 PR Sopp
AR Z D5 AE IS E L LU S5 ) f ) FMN
X DHEA 755 ) PCOS KX S F1 DHT 55y PCOS 4
FRRE R AT T L, 45 R R, 5 PCOS BRI 41 AH L,
FMN 20 19 AR 4R il £ ( luteinizing hormone, LH) | T,
FBG .FINS F1 HOMA - IR 24\ ER&AIL (¥ P <0.05) ;
55 PCOS AR A AH L FMN 5 IL - 1B L -6,
TNF - mRNA Fik7KF-73 5l AR B A ALZH 1Y 0. 45
fi%.0. 45 4% 0. 27 4%, NLRP3 ,ASC , Caspase — 1 53
IRIKF-43 00 e I AR 2H 19 0. 43 £%.0. 31 £%5.0.38
f s BRTEAR,2 IRl A E ST e I HAA g1t
FR Y (¥ P<0.05), FMN B] i Z2fi%# T DHEA 5%
[ PCOS KA DHT 531 KGN 4 fifd () PCOS 4iEIR,
Pl T SAE A0 R T A AR N [R]IRE, FMN AR
PR AL ER S0 ] 7 NLRP3 5 /MAW T , 78 DHT i
F19 PCOS i s Al v, J& H A 1 R (NLRP3 )8
) Wi T FMN X 24T 4 A8 T F0 A A 3 2
fE, R T FMN AT LU o 98 4% NLRP3 58 P4 /MA BT
RIEIRIT PCOS VER . FMN 3397 PCOS R PR T4
POE Y OWSESIE/REN G B ST i S ) NN v 0
G, BTl RS 7 R 2 A R S it —
IREALA BE R AR M
3.5 HZEATE (resveratrol, ERS)

ERS & —FZ W& W), fA7E T &MY b, &
oA B OGS, B HURRE O BEDR B ph 2
PR PR PR R LA P B R A
WEI'? 25 \ i ] ERS X 3§ i g ( letrozole , LET) B4
BRI E (high - fat diet, HFD) & 57 A K i PCOS 5
RUGEAT 9, B S BEALZH AR |, ERS 1A T 5%
IRIKV- 15 2 FRAIG; 55 PCOS BEALR FRZA AR LL , ERS T
5 R ELIP H4H 4 TNF - o IL - 6 F1 NLRP3 mRNA
FIRKF- 53 IR B ZH 1 0. 47 0. 25 F10. 06 £,
GSDMD IL -1 ,IL — 18 ,Caspase — 1 T A F2 B K
AR ER AL Y 0. 5.0.22 F10. 33 1%.0. 88 1%, I
WRIEDR,2 HIE LR AE S 1T EE R EA G EE
Y (P<0.01,P<0.001). 0] ERS BA RIFHHA
b Bt & SARCH A AR, AT R E TR R AE R TS
NLRP3# F#AH G T2 283k, i) O S5 750k 41 fifd £

T, B O S , S IR AR 78 43 AE I PIL ] 22 ]
By (L H RTAUR R T 3h 4 B 20 i 3 ik S 56, R I SR AT:
AL AR RIS, Bl 2 i RYT 8505 2 4 T B s S,
i AR A 1y FH 32 R o

3.6 %FiXEE V(mogroside V,MV)

MV g DA v 24 55 PO S S v B IO — G BF = 1
AR RIRER BT, BA B PR ARG
2GRS . YANG! 42 A fdi il MV %f HFD Al
LET 53 PCOS K EBL R F 4T T, 45 2R R S
ZHAAEL , MV 411 T LH FBG | IfiL %5 i & 25 A HOMA -
IR Y838 T [ SRR L, MV 35 K BRLOP &L
204 NLRP3  Caspase — 1 Fl GSDMD mRNA ik 7K -
I3l AR = BRI 1) 0.26 £%.0.24 £5 A1 0. 41 1%,
IL - 1B IL - 18 \IGF1 F& [ AHX 2R3k ACF- 73 Bl F A 2
FRIZH 11 0. 45 £ 0. 35 £5H1 0. 38 %, LikTadr, 41ME]
g it EER Y AA S #E L (P <0.05,
P<0.01,P<0.001), B MV ] L J&#s NLRP3 %
i /MR DD A T B ) R KT L R R R
JEPE IR ME 8 2K A Bk 2l PCOS, DT Pk 22 kL
YR TIRE BN IR B o E Y S R I MV JRYT
PCOS WYI7 R, 5 2] AL AR A4 i 52 56, DL %
I PR LS 2GR EATAACIE , A e PR AT R 75 S B
15 SRR
3.7 =R (mangiferin, MGF)

MGF 3= B2 I F 0B i AR 25 Je v SR i 2R s
KR h S I B IR KL &Y, B A
T T N 1L N = R A VAR G (£
YONG""' % A {ff ] MGF X} LET Bt 4 HFD i S (1
PCOSK BRI 7T Hill, & I S AR 41 AH LE , MGF 2
1) T .LH FBG {I% %5 B i 8 (1 . H il =[5 (wiglyceride,
TG) 7K - 35 38 2 FAR, 5P 1] 34 & (follicle — stimula-
ting hormone , FSH) 7KV 2 F 5, fE SR i1 125 53
HAEF 28 L (P <0.05,P<0.01,P <0.001),
MGF BH &g 2k 3% 7 Mg o ARt . ke & R HE L L B0 51 0 s
R fic, Z¢HH MGF A D[R] 329 4% NLRP3 S 5E/MAS, AT
16Y7 PCOS, MGF 4% NLRP3 458 /IMAIGYT PCOS 1/}
T ML B, MGF -t ] 38 1 Ho At (5 558
B PR E 0 PCOS 5 BEUE AR , 38 75 J5 2R L I ik — 25 1%
ABIE
3.8 BBEBEX(Morinda citrifolia L. ,MC)

MC Syt BORHE 4 B K T AR, L2
PR T S, HA RN B BH R A R R
BRI ZAER Y o RS SR AT R KT
i PCOS AR R, 45 R 278 5 PCOS BRI AH b,
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v T R 25 PR gk R

A2 M8 2026 4F4 (SR 454 1)

MC 41 T.LH IL - 18 #1 IL — 18 /K- i & R A (14
P <0.05) ,FSH /K2 EZTE (P <0.05) ; 5 PCOS 1
RURERZHAH G, MC T35 K BB A2 miR -223 - 3p
Fik KPR B A4 R 2.00 f5 (P <0.001),
NLRP3 mRNA 33k K- FEAR =B R4 119 0. 52 4%
(P<0.05), MC ] B 2 P4k oK B 45 2 B 3 L 451 3
T O 55 UKL 240 i JZ K W) i b O A 2 2
miR —223 —3p mRNA 133k, 8 3 miR - 223 -
3p/NLRP3 {5 53l % , (3% PCOS #2515 [ O 5L 2 21
. MC XF PCOS YR Y7 AR I JEAH I R M1
By, k= FUSL I PR Y A0S & MR S, HiE 2
T8 PR AL W A TRASZ I , e AR A I P AT i 12—
HIRRRIE
3.9 #Z& # F ( Rubus chingii Hu, RCH, Chinese
Raspberry)

RCH 5 MR 5 8 7 10 T AR R 52
LA 25 B A 46 R L R AT H s, LI 2 0
i/ RCH Xf Bz B id: 51 DHEA #5302 57, PCOS R At
RUIHEAT T 10, &35 PCOS BEAYZ AH LK, RCH 20 LH |
T.FINS #1 HOMA - IR #J B (¥ P <0.001); 5
PCOSHL R K 4L #H tb, RCG T il J5 K B BF 5 41 2
Pro — caspase —1 ,TXNIP \NLRP3 Fll ASC mRNA k7K
o3 AR LAY AL 1Y 0. 74 £5.0. 68 £i5.0. 66 £
0.69 1% (¥ P <0.001); Pro — caspase — 1, TXNIP,
NLRP3 1 ASC 45 [ £ 3K 7K - 43 5l B AT 2 5 B 28 114
0. 74 1% 0. 87 4% .0. 80 1% 1 0. 78 £ (¥ P <0.001)
RCH Z5PE-F-F1, A 80835 PCOS K BUMER = AL 55
RARPL, 1B 5200 o B, B T TXNIP K
NLRP3 S /MAAH G PR - 3k , B [m) 410 1) & A 3o 8 K
T, B CE O S JE (PR B, 24 AR T T L IR 4L
1l 775 M o
4 HHZEAZFTIFE NLRP3 RZAE/NMEiETT PCOS
4.1 [R5

TRz R AL PCOS (3 b AR KRt 7 1), He
T BN R AR s WR B O B, AU AR 25
e ACHERI K ; H B R 4, AR AT 4
N ZBRz A LET BX 4 HED 4  PCOS A8 R
AT, 45 R R — Rz A PCOS 2111 LH 435
#7(32.52 +2.84) f1(43.85 +3.41)U - L™' ,LH/FSH
9k 4.46 £ 0.36 Fil 8.06 + 0.65, T 43 5l N
(179.24 £13.42) #1(242.75 +18.46)ng - L™, TG 4%
SR (1.51 £0.15) #1(2.31 £0.19) mmol - L™, FBG
SR (4.49 £0.29) F1(5.02 +0.34) mmol - L',
FINS 43 # fy (33.32 + 2.91) F1 (48.52 + 3.52)

mlU - L7" IL - 1B 43 % & (8.31 = 0.67)
(13.75 £1.03)ng « L™" [ IL =6 4354 (15.72 £1. 24)
M (24.77+2.15) ng + L7, INF - o 4% %] K
(18.94 +1.44) F1(33.72 £2.94)ng - L™", FSH 435
F(7.29 +0.62 ) F1(5.44 £0.49 )IU - L' (Y
P <0.05) ;5 PCOS BAVK A L, — Wk T HG
KER P 4121+ NLRP3 (ASC ,Caspase — 1 & #i57K
W IR AR ALY 0. 68 £i5.0. 47 £%.0. 44 £, 1€
GiitE LS EARIFEE L (¥ P<0.05), —
MR Be (™34, V)4 R IR PCOS Rl , ml G R
TIHUARZEEL TR KO, el 4 W R A IR, I 3
FEA 22 %8 9 Bl 7 & TLR4/NF — «B/NLRP3 3 % #f]
RHR IR 4 O 548 P40 4, 8 5 8 4% NLRP3 %8
i /MR T S O SRR B, B ) MR YT R IR R P-
COS, JE ST B RAEAS G AR HEI 5, SRyl R HE) ™ L
75 LI 5 SR
4.2 ZEMEH

SIEHE AL 7SR AL B LA S 5550
ST AN RE TR R T AR, EL A R A
BN B AR D o A R A Al TS
FEH B ALY LET BE G HED A4 78 PCOS 7Y K R 47
T, 2 1 8% L4 AT PCOS 20 K B A T 43 5 o
(344.51 £5.31) F1(373.26 = 7. 11) g 5P &1 i 245 5]
F7(21.30 £2.0) F1(28. 65 +3. 54) mg, 55 J& #1525
AR 60% F1100% (¥4 P <0.05) ; 5 PCOS #i 7
KE AL AH b, 25 Hb B AL T /5 K BB 82 20 41
NLRP3 NF — kB . TNF — o \IL -6 IL — 1B Z& [ AH %) 32
IR 43 0l B AR 22 A 40 1 0.70,0.61,0.71 £,
0.45 £%.0. 75 £ , fEGe it L2 R E A G2 X
($P <0.05) , Z [ Hb # I & PCOS L 5 &
AN 1 BEA BILARE A, P R S A A KRR A
J i I B S SR R R A, B BRARLAR R AE R T
I, 4l NF - «B 5 NLRP3 485 /A 58 16 4k
Yok A B B A8 1407 , KR 22 B T R L o) o 4 o
HERE 5 S TT & AT i R B 36 AL 5 AL PCOS 42
B A v 2552 Dy s e 25 ), BAS R B R Ak A A T
7755 1 R N FH A 5
5 NG

R K], P EAEEHZ N 2 2l
P& BRIV TE R NLRP3 55k /MR 7 PCOS J5 T
O B R O 3, 4 I AT AL 55 10 R 79 1 O
5T - 7 53 F AL )2 18, 38 5 50 92 T 5E (co -
immunoprecipitation, Co — IP) | X7 Y& 2 [ i 45 5 A
FHEARAMF ARSI FBEEREDL RIS
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