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Research progress on the role of NLRP3 inflammasome in adipose tissue

fibrosis and exercise intervention

WANG Wei-Qing, KE Zhi-Fei, ZHOU Yue*
(College of Exercise and Human Sciences, Beijing Sport University, Beijing 100084, China)

Abstract: Adipose tissue fibrosis refers to the excessive deposition of extracellular matrix in white adipose tissue,
which is an important cause of metabolic dysfunction. Exploring the mechanism of adipose tissue fibrosis is of great
significance for the prevention and treatment of metabolic diseases. Studies have shown that NLRP3 inflammasome
is closely associated with adipose tissue fibrosis, but its mechanism is not fully understood. As an effective strategy
for the prevention and treatment of chronic diseases, exercise can reduce the inflammatory response by inhibiting
the activation of NLRP3 inflammasome, thus alleviating the occurrence and development of inflammation-related
diseases. In this review, we summarize the biological characteristics of NLRP3 inflammasome and its relationship
with adipose tissue fibrosis, and propose the possible mechanism of exercise regulating adipose tissue fibrosis
through NLRP3 inflammasome, in order to provide theoretical reference for the prevention and treatment of adipose
tissue inflammation-related diseases.
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B R A S R T,

BERSGSGERNMGHWENEZAED3
(nucleotide-binding oligomerization domain-like
receptor protein 3, NLRP3) # iE /M FHAZ O B2 48 57
ZLEE 1 NLRP3 (NLR family, pyrin domain containing
3). PHTCAHRBE SR EL H (apoptosis-associated speck-
like protein containing a CARD, ASC) Fl & N 2% §if
2Kt KA BRI (precursor cysteinyl asparate specific
proteinase-1, pro-caspase-1) & [F] ¥ pit, 715 3 %
B B A0 BT . 3 BT AT AR R b R AR A P
FATRIE R, NLRP3 RGE/IMAS 5 R H 24 4
R AR %, 5 2 208 0 35 2 ALRE R (type 2
diabetes mellitus, T2DM)., JEPAE P4 i 107 14 1 48 (non-
alcoholic steatohepatitis, NASH). & Ifil [ A1:0s ) 3235
s R o U, tAh, NLRP3 4R /ML A
o OCHBET M CEA” A B Lo AL A
Bk, AR .

VERN—Hpaz 4. 25 BB I6 18 V50 (1) SR
Espiia R R AR WA, RS s +hmn
RKIRERHEN R ESZR M, MREW, 28
BRI I R R -3 ¥ (phosphatidylinositol-3
kinase, PI3K)/ 5 134/ B (protein kinase B, PKB/Akt)"”,
HIl 55 Bl A 4 2 i A2 G [ F- 2 (fibroblast growth factors
2, FGF2)'", Wk e "7 1y B, 0 ik i M 2 41
Tribbles [F]J5 25 A 3/ & H i B (Tribbles homolog 3,
TRIB3/protein kinase B, PKB/Akt) {55 ", NLRP3 %
/AR B B RRAR 120, DAk s AR R S8
IR DT Z 90E . AT B 7T 46 TR R [ iz Bl i 2%
fifE i o AL R R AR B A I S A e R S5 2 1B AR
VAR A AL, SR, iB83h e i
NLRP3 %8 i /MAHI 55 I8 7 2HZA A A4k, AH ICHLAR] v
KRB, STk, ASO NLRP3 %5 /MR A4
R VE S H 5 R 7 R A A ) Ok R IEAT H IR
B, R4z shiEid NLRP3 288 /N I8 35 8 1
HIRA SR AT RENLER, LU G 7 1 2R 28 9 S A
IRIFI B 7 18 B LR R

1  NLRP3RJE/MERIE I ZHFM

1.1 NLRP3ZFE/MARLEIFITNEE

RNAE/MAE (inflammasome) Bz 4] /2 1E % 40 i
P Bl U2, BfE, AP L. AR
TE RN s AT 2 200 P R0 A 0DR 400 it 5 o 34 B L
Bl B2, RN K2 RAARME S, KAE

/AR AR 2GR 71 524K (pattern recognition receptor,

PRR). ASC Fl& 2 2 BR [ R 4 2 R £ /K il -1
(caspase-1) A **'e IUAT SCIR IR £5 14 S R /M 2 22
AL ZIR 2 Bt Z [T 2 (absent in melanoma 2, AIM2).
NLRP1. NLRP3, NLRP6. NLRC4 %%, F.+ NLRP3
RAENEIR IS A S5 Dl fe 0y W 5B 78 43 0t
TR\ R — 28 9 RE /M B2,

NLRP3 #E/IMA A o 48 L S 48 8 H NLRP3
N PR NALP3a, FEH=FrEEHM, A5 C- i
&S & 5% 8 5 & 7 51 (leucin rich repeat, LRR) £
Rt AT A0 X3 ATP B 45 A A% 5 R 45 & 5
AL B NACHT LA f& N- 3 [ BE 45 74 35 (pyrin
domain, PYD)**, J e, LRR ZERLAARERRL. (55
WU A R R FEAE s NACHT &5 44 30 i s
W SEAZ AL = 2 (deoxy-ribonucleoside triphosphate,
dNTP) fifg /K fi# = Wk i JIf 7 (adenosine triphosphate,
ATP), 7f NLRP3 4 /IMAZH 2 b A 2 a1 ) Y
PYD it 5 ASC i) PYD AH HAEH J5 8 8l 9 RE /M
(e 0. ASC 1N HeE 1 BA S M8 - C-
i 95 NLRP3 #4541 PYD, N- i A pro-caspase-1
FH 454 1) CARD 5 1X — 45 #4 {f 2 5 NLRP3. pro-
caspase-1 Fptbdlity, S5 RIEIMARIZAZLAN caspase-1
(8% 2. pro-caspase-1 J& T~ caspase KR, &
L5 o8 W O T % DDA OC Y R AR B, 2 N-
CARD 5 Hg 3. 0o fb 45 133 P20 EFE AT C- i
A5 2 e U IR WO 7 s fHE A &5 44 380 P10 WP B 4H.
& . ASC {5 PYD 5 NLRP3 & K ) N- ¥ PYD
B, [FK ASC i@ [ % CARD-CARD £ #4) 5
4L pro-caspase-1, J it NLRP3-ASC-caspase-1 45 [
ZEY, R NLRP3 E/MA 7,

BEAEWTTE R B, 2 Ml ATP. Jé HARNE
B R4 B 5 3% S 3 TG 4k NLRP3 48 E /A U,
USRI ST 7R, NLRP3 SGE /M EAT T2 1)
RV, AL 8 L R ) AR T AR A oG oy 1R A
(pathogen-associated molecular patterns, PAMPs), 41
BRAr S M E A, UFEE NG R (free fatty acids,
FFA). JIE £ ¥ (lipopolysaccharide, LPS). [ %4 2 i
R T4 (reactive oxygen species, ROS), %
MEfZ. 5 RNA. a3 DR AME 40 A 5%
¥ 2 (damage-associated molecular patterns, DAMPs),
R R SRS gk kL. #R 58 88 [ (heat shock
proteins, HSP). £54E7A1 B- JEkFERSS ), NLRP3
RIENBEFLETE FHCAER AR N AR FIGERF A AR
AR SCH L, 251 30 AR P IR G R 4 4 1
TR N B, AR, NLRP3 g8/ MA B Gtk 5



el TR, %5

NLRP3 4 /ML [ 7 4.

LAY 94 ) S a8 3h T FmE 7o ik Fé 809

2 i M0 B ROWAIL AR O, HoA 3 JORE SR I
[FIN IR 2 5 2 P A4S P 2R AT R . B & R
SEVEBRR . B ks RERE Ak, T2DM!2 3 iy e Ak
KB Rk, R0 NLRP3 484 /N A i 3% A L 2 X
THICE R BT Ve B R .
1.2 NLRP3ZGE/MARITECALF]

NLRP3 5 hE NMATE A f5 2 5 P AK 25 I 8
., IFEZ 5T RN, R 2 3™
B 43 U (AR RO T R R A RS A S
NLRP3 #GE/MAIEAL, 2738 12t NLRP3 % /M
RAFHR) “XESHEA” Rl — BhLEES
WAL RE R AL P CE D,

fE “XUESEA” , 5—(5 51t Toll #£52
& (Toll-like receptor, TLR) %] PAMPs. DAMPs &,
AR 740 TNF-a, IL-1B 35 328 5 K1 (nuclear
transcription factor-xB, NF-xB) 15 5 i B 5% A AH ¢

¢
%m

TLRs

FERE S, A NLRP3. caspase-1 LA IL-1B LA
PRIk, BeAkh, 76 LPS FMIIBE/EA T, Erkgif
PR i B A U I S Tl R 1 B A R P AR R, A
A SIEAEIE ST -1a (hypoxia-inducible factor 1a,
HIF-la). IL-1B. IL-18 & REpH 8 5t BV, 5 — (5 5
RAERMBEWZ )5, %5 NLRP3 25 /MiiE
WANEIE E 8. R K2 5 PRR AU — Rl L
Flt PAMPs 5 DAMPs 7= 2§ 53 14 i 1], {2 NLRP3
JORE/MATT UL 2 Bl OGS o kA, NLRP3 %
i /NS A S AR SRR AT S, DA R S AT i AR
S NLRP3 48 JiE /N (1 7 1 A0 i A G £ g B 124,
AT, & ML NLRP3 %RE /A & AR 35 A4 ) 1R AR A
hid, FEEABRN, S8 IRWIRT 3 — L
28, NLRP3 J5E/MATE KI5 S T 344 4 A
TILZE. (1) BT Hsh. s ATP w540 i i g
W RE AR ELAR ] 45 B8 FIEIE P2XT 45, 5

SRR

Mydss

P

— active
-

caspase-1
/ / O O <
/ j Pro-IL-1B IL-1B .
\ = _/_’P;z-IL-ls ) > 118 .OO.
\ _ 8O -
~ — — o® ?Ssi::il:;g Gasdermin D

Y
..(o)‘-» —> fibrosis

ECM protein/ Collagen deposition
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TLRs: TollFf3Z44; LPS: JEZ M ILs: A4/ 2 ILRs: AAHMIAFRZ4E; TNF-o: MYEIARIER F-0; TNFR: MIEIARIE
R T732 4k TWIK2: #TiliEaH; P2XTR: MR R TIEIES 2 4A7; Myd88: HEFE/r{k[FT; TRADD: MJEIRIER T
SZARM IO T SR8 s NF-xB: 1%[F Tkappafti; NEK7: NIMAAHICH FIIAF7; NLRP3: FZAFRR 4 & 5 R A5 W R
ZME A3 ASC: BHTCHHKBESFFEE I pro-caspase-1: ATRIERAZIRNG-1; 4-O1: 4-FIKRRIRNR: TXNIP: RAILHE
F{EAH S A; mtDNA: ZRRi{KDNA; PI4P: BEIEELNIEEA-BEER; IL-1B: A4 N-%-18; IL-10: 40E/R-10; ECM: 41jE
AL

1 NLRP3XFE/NMATEH KRR
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K™ 40 HEJ5 R AF TL-1B sk B R P2X Kk 2
PR Na's KAl Ca™ (G PEIERH B il 1, HA
98 s P2X7 JR AR R AR, T TWIK2
(two-pore domain weak inwardly rectifying K channel
2) KIPMECASREL K AhHE P4, Ha4h) NLRP3 4
NMABEAAALE TWIK2 JFT8H) [FI B 8 PRR U1 G #E
g Mo, @ ik R 3 NIMA AH ¢ & F B 7 (NIMA-
related kinase 7, Nek7) f# 1k 45 #4585 NLRP3 45 &,
AT 5 46 NLRP3 ¢ 5 /& B0, K™ 41 4 & NLRP3
RIEMEBOE ) L7155, {H NLRP3 8 5E /M )
WA T K AP Ca® — BN 2R
fff NLRP3 &R /MATE L B G 8 g R 2, (HAA4H
HOPJEUEYE R B, Ca™ i@ #4816 & 4 /£ NLRP3
H caspase-1 U < 5, R NLRP3 58 i /IMA)
WAL R LB BT, g B R, K Ca¥' fE
NLRP3 SAE /NG TR AR A7 $+ 8. (2) Wt
7. 1 PAMPs 8 DAMPs %5 & 7 /£ [ ROS £
NLRP3 R ENRIE I KB & 2 —. £ ROS H
BOR, B AL 5 B AE H 22 B (thioredoxin-interacting
protein, TXNIP) 5 NLRP3 454 J5 {2 ffi NLRP3 % JiE
INRTE A PP, NLRP3 48 5 /I A 5% 51 1 5 95 S ]
g R R AN . M1 2 BG40 0 S5 E 48 RE 41 Y,
DA _F X e i 5 0 41 i 2R 4R 5 (2 32 ROS 72, R W]
ROS 1 NLRP3 4¢3 /M 8] 0] G A7 16 AR B
FadiE, KR T4 i S BB (superoxide
dismutase, SOD) A% KT E2 A2 [AF 2 (factor erythroid
2-related factor 2, Nrf2)/ Ifil 21 Z %A AL EEF 1 (heme oxidase-1,
HO-1) MG 1, DAL #1) NLRP3 58 iF /N4
A ZH 8 RN, B IR P itk 5 4E4E R D3 i@
O NRF2 $t 484045 5 30 B S8 A0 RO PRI
NLRP3 JEAE/MAEYE 5 Krebs 4& AR 117 4<
T2 Eh M SLAT AR 4- ¢ HEAR BRI (4-octyl itaconate,
4-O1) i i fH 3 NLRP3 5 Nek7 #H EAEH, ki 47
il NLRP3 #AE/MAEAL s (3) [ 3 Uim IR = PR AR A
AR, AT RIS R B AT AR (S 5l g v R HE
WIEVER . Chen % ™ il 7 #2402 A0 R AR B0 41 i
e e A, AR AE 2077, KN 2 Fl NLRP3
JRE AN B ) ] 75 3 R R 2 (trans-Golgi
network, TGN) J il 73 81 S 20 5 7R JE WX (dispersed
TGN, dTGN), TGN Ji |- 58 0 S W LS 4- Bt
i (phosphatidylinositol 4-phosphate, PI4P) i it 4 %
B 5 Y NLRP3 %2 dTGN P Z4H %, TR A
P ¥ 4 RE /MA . 4k, NLRP3 Al PI4P 7F dTGN Jii
= BRRH B A A A B R BRI NILRP3 58 SiE /NS (1) 7 AL

AE 58S, (4) IWEABIR . it PAMPs WIRER .
fIEL [ i A4, 36 & DAMPs GnBARR . A AL RE S A
RN B RSN e 5, 380 S B0A B AR BA
W, M2 Al x (cathepsin x) Az HoAlh N ¥R
TR P2, TR 3 NLRP3 JE /MA K T i
[ caspase-1 3% . i 1L NLRP3 8 /MAHE S
pro-caspase-1 ZEFEE, LA TEPER) caspase-1,
BET 55 IL-1 S5 ROAE K IL-1B. IL-18 B,
CATRS 515 326 B RN 453 S5 (R4 9% A 41 it A
T, BAHEERMENNE. 5 RRIER NI, T
JE P A I 5 R AR TR [ B S R I R A
Je BLESRHE e AL, caspase-1 3 i B 1] gasdermin
D (GSDMD) & [T N 5t fll C i Z5 #4038, N sigshfe)
SR TR A0 BRI S R AR SRR IR BB AR 200 10~14
nm IEFL 12, I caspase-1 /-5 GSDMD 15 5:fl
iR P 2R R ORI I R AR PP e AT —— T P,

25 b, NLRP3 %S /M IR 78 4k 2 52 LA R 40
TR, EPVANIRISRESSR P RIEREEE.
SR, AN [FIOE P55 & NLRP3 4R /MK TE AL FIHL
HIPTRels A 2R, AR — 2.

2 NLRP3RFE/NMESREATLALRLT YL

NEWTH LA AEA A R AEAEAR I RAE . SRS Z
Rl AE H JE e 5 4128 ECM i FE i AR I i 44 45 R
AT 5] R 5 443 B AR 3L & 1 e kR4
G, H SR R S BURN AR B, %%
K725 IR AL 4l 72 . NLRP3 2R/ Ak
S REWIHRA PR REY), HAAEN T H L %
MM PRI, EAR MM an bR AR, e 4
SR LR 4 20 i A0 i 197 AEL 4 i b )2 R,
PR I 7E 98 0 A 5 i 107 2H 2 2 4 Ak A (0 4 46 52 5%
OS2 ).

AR IE, NLRP3 % /M A IRk 20 11 J5 2 1 B
fin ECM H H 3Rk, 50807 H R4 4u 40 1 K AL
Ml X RmHEY) W, (gL T i A K R T Bl
(transforming growth factor-p1, TGF-B1). IL-1B Z£4E
M1 B [0 41 B (5] 78 5T 200 1 2 A4 g 1 21 4 4 i
Ja, aE 2k NLRP3 &S /Maig b= 4 id & ECM,
BETT 75 S 0G5 AL ST Ak ™o e 4 40 o S A
5, AT IRIIHA BV REARL . 2 LPS AL AR
SAEYN RS T BN ) ML BB Ak, R 4R
5 M1 R E R 2 18] B 45 5 28 R 1 A A B
e NLRP3 28 i /NMAIE AL, 33k 177 55 % i 107 4L 2R 41
YEAE R FL A AR SSRTRE ™4 oAb, TEERE R AT



el

FARR, & NLRP3ZRE/NALENE I 20 ZREF 4iAb v 1A F a3+ FiasT etk ke 811

FE P i 74024 NLRP3 45E/MA S5 ECM 8 ¥ AH G 2
F, W04 )@ 5 5 R A B (MMP2. MMP9) 5 TGF-B
Z AAEAE RS AR G, NLRP3 489 /MA i i b i
TR LT YAk JE R (1) R I 5 5 i 07 2 2 4 ik (1) R &
DA b B 1 g 937 400 e P9 1 5 4346 . Unamuno 2 © 72
T2DM B Jif B3 DA K /N R O B, P B i 2
2 NLRP3.,ASC. caspase-1 Fl IL-1B mRNA FitF+ 5,
i FH/NT-#t RNA (small interfering RNA, siRNA) #%
e NN I IS 7 40 By BR NLRP3 J5, A2 289 R 1~ IL-
1B mRNA FiAFIRE g |, LPS 312 55
Jiii 20 23 4 4 A0 1 % B B Col 1al. Col 403, Col
603 Fil MMP2 ] mRNA Ri& T, $&7 18 i FH W
NLRP3 0] ik 55 LPS 55 042 A Ik JIg 7 20 2R 4 44k
oy TR IE. Vila 55 PV 7E 5 G RE R IR 1) C3H/
HeOuJ /N BTS2 AR AL kB, 1 TLR4 52 {4
FE R TAK242 #)ifi] TLR4 GEG% LR47 /1N R i 17 41 21
Hu 52 IR S 1 M1 B E 4R B4k, NLRP3
RIENATELZ BIHH] G, Col6al. HE Mt & Ab
(lysyl oxidase, LOX). MMP2 ¢ HAih {i¢ £ 4t fk 3
FIE SN, KRR T e iR RS S IR T
GV YAk, 4% NLRP3 48 i /M (1) 3235 F 18 0 8

pro-IL-1B O
pro-IL-18 @

."’.:1
‘' : B
.r )

[

£

=
B R S

NLRP3: ZHBRE A SRR 24 813, ASC:

ToMOGBE SR EE s pro-caspase-1: iR A EEEE-1;

cleaved caspase-1: ZLi 1K)t R & Wf-1; GSDMD-N: 4 %

#D; pro-IL-1B: AN ZK-1pHTH; pro-IL-10: H AL

108144 IL-1B: F4UAF-1Bs IL-10: AN R-10
12 NLRP3ACH i S B A5 BLR T4

BARHTH R T 4iAk

NLRP3 % Jif /MM 5 2 4E 40 % V1A o< 1] 4,
TR R S PR Lrgei s+, @%H T H 2404
R A AR FERIE, 1938 & o) £ i NLRP3
RIEMEN GIALER Y BRBERETIRR
BT, T 4495 20 M s, gk T 380 NLRP3 48 i /)N
4B, Gasse %5 "™ 4IFSZ 7 NLRP3, IL-1B. IL-IR1/MyD88
5l S IR 2 R B R, R IL-
1B (7= A4 H T NLRP3 % /i, I H 2 5 05
IR YA, B /D BRIE TS IL-18 v F 5
i AR EVR A RRE RN LT Ak . BRAk, TERR T4 4UET 4
IRA N, NLRP3 &% /NMAA 5 IL-18 A1 TL-18 ¥
7% TLR4 {6 (1) NF-xB {5 518 EE, 55250 x
N5 FLAR R AT A A S B (1 R IE s

Zi BTk, NLRP3 #RE/MAZE KA m IE g &
LPS 55175 5 19 5 05 21 241 4 Ak 3 78 o R 454 6 0
fER, @IS RAER T & ECM EARES 51R
7 A A R A R R, = MR T 2R 4 44k
R oCEk R B pLM . DRk, SR AP NLRP3 48 5E /s
A TR 4K T R 2 T BT BT R OC 95 08 KR () — Bl
TN o

3 BEENLRPIXRAE/NME T SHIBEAT AR
AHYUELRIALE

VERN—FhA 2R HE 25 3 22 T TSR RS, I8 3 AN
PR ARG P AR AU I RUBS:, IR AE e R e Hh R PR
FAEA P REZ 3% T NLRP3 %0 /IMATE 16
R 22 80K, "Rt SEahmE. 83L&
MEZ A 2 R ER FAH G, FET I, K AN
SEIE B P 7 AR 12 3 3% NLRP3 #E /NMA A
S D7 LA 4EAL I AT BEHLA .
3.1 KEISEEIFMNLRPIXLENMENT SHIBEAGLE
RLTLE

K W12 3l B 52 10 i 7 2H 2R NLRP3 58 E /) A
PSSR KA RIS, 20 M@ Ry
A2z 3 A A SR ERY Mg g JE,  1fiE NLRP3
mRNA. IL-1p. IL-18 [ /K 3 & & & ). Javaid
i U903 3o v i £ g i CSTBL/6 A AR/ BB,
Mg HhEmEBEGEs T, KIWSKEA
FHEE, AL /N BRI B 52 1 107 2H 2R 9ORE AN A A A 2
B R BRI, FE ML AT BR 2 18 B 5 R RO LR
METRNL (meteorin-like) i it il 35 4 i 785 5 18 15
1 (extracellular signal-regulated kinase, ERK) £ p38
24 4 JEEAK R I (mitogen-activated protein kinase,
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MAPK) 15 5 i % 40 i) Ji 17 41 23 NLRP3 58 JiE /M
AL UL R T RIEAS S IL-1B 40 whe HADRE 5T 15
BT RS R, Mardare 55 U LRI, SR
AL, mliRRE RS AR DhRe RS /N R &0 10
[ =T iU S ey e 1| B AL U ks = = R B
(macrophage inflammatory protein 1y, MIP-1y). IL-18
LK [ % 56 W7 20 20 f¢) TNF-0. NLRP3. IL-1p Al
IL-18 mRNA 3£ ik 7K B & B# 1. Yang 25 % i 50
TR, mIERE T T EERAHE = R e
NASH /) 5T g 7 4143 7 NLRP3 SE/NMAE 1L,
12 J o 55 58 B2 0 & 18 3l T TS ] {2 35 # #1) NLRP3
RAE/MESH 7 A MERIA, PE{K caspase-1 76 7
HIROS W=, A IL-1p /KPR E IR, HAKAENL
il 5 adropin ( —F HH BE B AR A AH DG KL R 4w 5 1) 23 h
EE) AU, Ak, Khakroo-Abkenar 45 )
RiE, CHIGE D BHERFEAE N RN R, 43
AN A BRI IE S TR, AN IS S A
Jfl NLRP3 mRNA ik, IL-1p HI IL-18 [ J& B &
B A%, {H % 58 iz 3l 1 il J5 NLRP3 mRNA ik,
IL-1B F1 IL-18 f/KFRZEW I, X5 Gleeson 25 PV
(BT FE— 25, HEWT LI AT BE 2 B T TLR4 JE R 3%
RIS DL AR TR, KW a2 3l n] ]
NLRP3 #hE/MAFE 4k, FHon] e o # 41) NLRP3
RRE/MAAH R BRI LGN DT AR 4P Ak . it
4b, NLRP3 4 /N (1935 40 7T §E 52 12 2)) 38 5 5
AR AT HE— DR FUA [F) 5 B (AT 7732 30% NLRP3
PRE M B o

BRI 71128 LLAE, A3 IR E T Kbt
FHIZ 2% NLRP3 %8 i /IMA A S 10 i I 41 2R 2 44k
R [ 45 F . 0 Mardare 28 M DU R RS S 10
EJE N BRI FERT S, 10 BB IIZRIE, KI5 XT
HRZHARLE, P E G 05 4 24 NLRP3 mRNA %14 &%
855, Pt BPRHE 3 B A i fE i 2 21 NLRP3
RIENMETEAIITE 77, W] R G AR a7 L 2R AH
RIRRE I — P 3 it . (H2, BB iiEas
NLRP3 5 iE /MRS T 10 i3 107 20 2R 41 A0 1) #H G
FiH 8RS K b, B R AE B v A B A
AR SR AT RN R 78K BA B0 BELE 3 0t i 17 4 2 NLRP3
RAE/ME A, E— 0 # B IE 3) T 1l J5 NLRP3
PNE /INATE RE 7 28 23T S A6 Hp 98 TR /R A RT

ML
3.2 AMEBEHTFFNLRPIXAE/MENT SHBERGE
QLT

B LK IIZ 3 T 1 NLRP3 ZAE/MA S 3 1

RE Wi B dEfb ok, TRVE AR T 2tiEsh
X NLRP3 J&E/MATG LIS . fldn, Li %5 P &%
KM, SHEMENAHESETHE, KON
NLRP3 4 i /N4 1) b1 & &5 F NLRP3 2 H &
IL-1B MRIAFEIZH) E 45 min & TR EE, ME
iz Z) T T 1) B SE K 35 B 5ROk TR G I 2
Khakroo-Abkenar 25 " W 57 KB, Atk rhAEgg A
FIE B T FE T 4E B Mk I 3% IL-1B. 1L-18 /K°F J%
A0 I FRAZ 40 i NLRP3 mRNA 3k U6 i 2 5210,
DAL AN BB 0% NLRP3 %8 iE /M AH OG5 Sl i H
RAEBME R A EIEE) 5, NLRP3 BRRIE LK
IfiE IL-18. IL-18 /K FI B ESEm . Libgs KR,
B R E TR T, 183h8®E RN fe
2k NLRP3 #E MA R Gt ERIEEMZ,
H B AR WL St A 0SB T 106 i 7 44 23 NLRP3 %8
i /A BRET AEAL 5 ] 1A SCHR G, MR SR AT i ik
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