R E2:Bi2# 4R Acad J Chin PLA Med Sch Oct 2025, 46 (10) https://xuebao.301hospital.com.cn 1003

NLRP3 R IE/IMEFE AR R B R it B

BomDE XBRE, MEW, & =7
'Zd k¥, =Ha2W 650504; ‘HRAELERSLEF P OBESIH, LT 100039; ‘HEFH {2 E
AEER, TwEL 071000

2 :NLRP3 SO/ MASE— Pl BERYSE R (5 5 Ak, I 0 caspase-1 8 IL- 1B FIIL-18 AR, fil e 20 I
NS HAEAET . B XS NLRP3 SAE/IMA IR AT, S EBIEAZMIPRN AL . RRPRCHIEM . ALRRGRT
NLRP3 S5 /MR TN R ICAE Bt I 28 . ARG PERR DT MG « WIS PEIEG . A B e VeI . 29 irses . i
LA AT T AR R, DL NLRP3 i /MASE T “I5-JFl” . 238 38 B.(40 TLR4/NF-xB . SIRT1/Nrf2, FLIl/
TGF-B/Smad 5 NLRP3)ZEA/E IR IAE T, FFERAR4 T ¥ 10 NLRP3 UIRYT7 RS, A TF & U R P3R4t T 37 A B A 4 An
HFT5 1] .

KABIA :NLRP3 RAE/MA; MPEIFG; s YERIPLE]; dIMfETs; 1Ry is

FE 425 :R575; R361 MHEARE A X E RS :2095-5227(2025)10-1003-08

DOI: 10.12435/j.issn.2095-5227.2025.25062401

SIRAZARI: #™, XNEE, WHEW, 5 NLRP3 RIE/IMREFR st R [J] s, 2025, 46
(10): 1003-1010.

Research advances in NLRP3 inflammasome in liver disease disorders

ZHONG Yan'?, LIU Zherui’, YANG Yandi’, ZHU Yun®

"Yunnan University, Kunming 650504, Yunnan Province, China; “Department of Hepatology, the Fifth Medical Center of PLA
General Hospital, Beijing 100039, China; *Army Group 82 Military Hospital, Baoding 071000, Hebei Province, China
Corresponding author: ZHU Yun. Email: zynorway@126.com

Abstract: The Nucleotide - binding oligomerization domain - like receptor - family pyrin domain - containing 3 (NLRP3)
inflammasome is a crucial innate immune signaling complex that facilitates the release of IL-1 and IL-18 through the activation of
caspase-1, thereby triggering inflammatory responses and pyroptosis. With extensive studies on the NLRP3 inflammasome, its
aberrant activation has been identified as a key driver of the onset and progression of various liver diseases. Consequently, this
review primarily focuses on the regulatory mechanisms of the NLRP3 inflammasome and summarizes recent research advances in
viral hepatitis, non-alcoholic fatty liver disease, alcoholic liver disease, autoimmune liver disease, drug-induced liver injury, liver
fibrosis, and hepatocellular carcinoma. Furthermore, it highlights the role of the NLRP3 inflammasome in liver diseases via the "gut-
liver axis" and its crosstalk with multiple signaling pathways, including TLR4/NF-«B, SIRT1/Nrf2, and FLI1/TGF-p/Smad. This
review also systematically discusses therapeutic strategies targeting the NLRP3 inflammasome, providing novel insights into the
development of synergistic therapies.
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AR Hoh ) NLRP3IfE SIS HEES 5%
ML IR 1 98 0 5 1% G 8 R, e G 4
FEHLE T R R EENEN, EPRE R EE
TRITRLER R, ASCHEE NLRP3 RAE/MA K H:
{5530 B A 9 AT ) e B i0E R R A T4

1 NLRP3 #GE/IMK K HiFENLH

NLRP3 ZE/ME R T2 EAFESEGMH, h
NLRP3., 2} it & IR K 4 & R #E H B -1(cysteinyl
aspartate specific proteinase-1, caspase-1)F1{# 1= 4H
o BE 4 KR 1 (apoptosis-associated speck-like
protein containing a caspase recruitment domain,
ASC) = HB 3 2, Herh NLRP3 2 45 U1 32 14
(pattern recognition receptors, PRRs) 1At B % 58 iF
BI85 caspase-1 [ AL AL 2 40 i A1
40 ifi A 2 (interleukin, IL)-1p A1 IL-18 Y 245 43
Wh, PRI EW K & D(gasdermin D, GSDMD)
A= GSDMD 1% N-R i B, 5 1A 41 46 T2 I i)
AE S, NLRP3 S /MA 14 80 18 o e 28 24>
WrBe, BISshfBersaapres, s 1.

TER BB, TLR4 it Jfh 454 58037 51 TLR
FCiR, WAEZHE . 5 5 RNA S50 AR A 56 4 T4

7 (pathogen-associated molecular patterns, PAMPs)
KR SLREFE AN AU 53 fL K T 88(myeloid differentiation
factor 88, MyDS88)fLih {55, MIMFIE NF-«xB, 1
S NLRP3. pro-IL-1p Fl pro-IL-18 By %5 %7, i 3h
{55384 5 NLRP3 i 2B /5 1840, W4 g
% iR W IR it (protein tyrosine phosphatase, PTP). c-
Jun 24 B K ¥ ¥ B 1(c-Jun N-terminal kinase 1,
INK ) B3 72 R % He 52 5 1) NLRP3 B e 512
FIES,

TEPLTE M B, NLRP3 A g ZFpofil i i is . 4
15 5 7 & (K/CU AN ). Cca¥ sl B L R
(reactive oxygen species, ROS). Z&Hi{A&T))RE [ i
RO AR PR AP KA i IS BB 7 1k P2X7
(purinergic receptor P2X7, P2X7)ak £ 1l 18 X L 5
#E 1 2(tandem of weak inward-rectifying K channels
2, TWIK2)f#k NLRP3 (15 il . 5 NACHT
ZERE, R HEHCS NEKT 454 SRR, cra
40 g P & 2 1 i iE (chloride intracellular channel
proteins, CLICs)/MIEfS e AZ R, 34558 NLRP3-
NEK7 i A AR M, Ca> sh B il i 4% G &
1HY I 45 1% 8% 52 {A (calcium-sensing receptor, CASR)
o 9k s} 57 1 H {37 4 B2 25 2(transient receptor potential

S B @ @ W B
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AMDS m P2X7 7\ Twika T CLICS \Eﬁaﬁ;\ A
e
\ - @ A3
NEKT Ox-mtDNA/ 4 0°° c®¢
h‘ﬁ — € e
TXNIP TrX| PAMPS HH LB
: /
l lPTMs E
B NLRP3 + , ASC + pro-Caspase-1
I
% —h— % IE%’ P6X—(¢
L pro-IL18 IL-18 —°  GSDMD | N-GSDMD
pro-IL-1B IL-1PB ,‘“ ol
SN e ."
IL-18 o '/ NLRPEHSAEIE
w-1p

1 NLRP3 /MR X EERIEE
Fig. 1 Activation of the NLRP3 inflammasome-related pathway
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melastatin 2, TRPM2) i & Jh & il N Ca®*, F&AIK
cAMP E AR ROS, AT I HE 58 A /) 1A 21 %)
ROS 1] H & E B4 NLRP3 15 5 5 R4k, ol i
B 3R Tex-TXNIP 25 & i i 08 2 AR AR TR
(thioredoxin-interacting protein, TXNIP) ¥ &
NLRP3™, £ ki {4 ) B B 5 0T 5 202 ki & DNA
(mitochondrial DNA, mtDNA )Rl ali i 1 £ R A
JW 7 {5 5 % [ (mitochondrial antiviral-signaling
protein, MAVS) £ #f ASC iz £ b, #F i ¥ IE
NLRP3™1, Al 2415 B DAMPs(U BRI i
) 5k 20 28R (1 B AT 20 i U0 s B E R T
NLRP3, 5 HAA R BUEFAAE/MAZE R,

2 NLRP3 REE/NEERERFIEZRR T
1€H

2.1 REMFR

s 75 ME T R J2 th & BY T % 9 75 (hepatitis B
virus, HBV). N % it 48 %% ¥ (hepatitis C virus,
HCV)Z50 88 5 | E MG Y MEPNG ,  T NLRP3 484E /]
{REHBV FITHCV ok #535 AR Bl ot
KI, HBV ) cccDNA FAAE T4z N, HA
[ JH 20 48 1 25 B L DAMPs DT[] 42 3 T
NLRP3!, 7, BIHT 4 95 B X 2K 1 (hepatitis B virus
X protein, HBx)/Z1% 5 HBV )G K+, HBx 4
SRR 3T ROS H N, ARG NLRP3 Jil
T A A AR T 5 RAE B S5 Ah, AR R
HBV il i 7)1 NF-xB A2 £k A1 ROS 147 25 W b
J5 A LPS 7 5 A9 NLRP3 R e /MASRLS , /R
T HBV 3 8 BCE 6 ] 55 NLRP3 A5 19 56 K e g
I2E, 5 B BE bR TR B, X AT S HBV 12
PEA Y B 2 R 2 — 1

HCV EYLAR B i ), S AHOC GTP i M
(immunity-related GTPase M, IRGM)/& = /K FeA g+
B, fEHCVIRYL G PR 5 2 e /R AR R T
i1 H: GTP WS PE L i ASC I IRGM- i /R S AT
AR e, IR 2L CARD 45 #448 55 NLRP3 ()
PYD Z5H R4t &, I EAEH0E NLRP3®2, 534+,
HCV A%.Co 8 1 RT3 38779 5 Wi DR TiE-C 0T AH DG 1Y
B 5 A% S DT JR00% JHF I 5 I 40 i+ 79 NLRP3 %
KE/NAR 3R B IE 2R, HOV %00 8 0
NLRP3 2 IL- 1B FFLeReil, At 4 a5 fn L
JZ - [8] Jii % 1k (epithelial-mesenchymal transition,
EMT), S5IFEREREEMC. B SRR
B, RV EEIE bR, 5 nl i i Zokiik ROS £§

ST NLRP3, BKSHATLF4idb 5 ey & A=)
2.2 JEBEREMERR AT IEATR

AP A5 M 8 5 4 1T (non-alcoholic fatty liver
disease, NAFLD)JZ L4 P9 g 1D 1k 5 3 R R AR
TE B FF R0, AL 46 B 4P B8 5 T (non-alcoholic
fatty liver, NAFL), 3F 8 &% ¥ B5 B ¥ I R (non-
alcoholic steatohepatitis, NASH) M H:AH ¢t 4L .
NLRP3 RAE/IMAC B UE U NAFLD & JE ) —~ 8
BRI Y i B g D R A i R A B BN
A B4 B far SRR AR 32 45 47 22 B i ROS .
mtDNA %5 DAMPs M 17 38 7f NLRP3 & AE /M, H
G3 U0 TL-1B S S5O A0 M A A Qi 25 L, k4
BINAFL [7] NASH #E )& ooy K3, Tkt
1% 175 5 1 HepG2 i 41 M fg AR B8 rpr | 58 o 10 o]
NLRP3 J#/> IL-1B A9 430, T REAS VK 2 N I 73+t
JF O S R R, B IR DR, 7R
73— NAFLD sh¥ AU o7 o B L i
iz #1 ] NLRP3/Caspase-1/GSDMD 41 3 ) 48 Jifi £&
T2, WD SR AN O R RN i, e 2R/ T
WERS A8, MR E NLRP3 157 NAFLD 424t 752
AR HER
2.3 EREMR

LT 28 CEN 2 AN 240 {5 2% P450
2BV AR I A I 7 A2 Rt ROS, ROS 23 E(Zk
BRI BERE RS R mtDNA . ATP %5 DAMPs Jf-i#8%
HMGB1 73, M B80S NLRP3, 233
1 B NLRP3 £ 138 i LS t AT AR 1 9% i /)N
AL 2608 HMGBI 3 i 45 & TLR4 3035 F i NF-
KB5S, F#EINLRP3. pro-IL-1B & R4 1
(23K, TLRAM5 530 BTS2 S 8 mtROS 4 Al
AVR G B R, MR/ IMAZ R . ¥
Hby V5 R 35 A 45 4 HMGB1 8¢ TLR4, 410 i) HoAH &
YERIATT B — 3 454, Bl NLRP3 i 20 %<
SRR IL-18 200, SR M I A i £ T R T 27
Hefb, BEGT & B, FOHS BE T — 7 B0 p3s
MAPK # i2 fL Ui /b NF-«B 4% %% {37 D177 [ Al NLRP3
Ml pro-IL-18 ik, J3— 7 M /D caspase-1 1 b M\
T4 ] NLRP3 98 5E /MACL %%, i 1 I8 2 p38/NF-
KB/NLRP3 {5 53 B854 £ W5 5 1Y 45405 FN R
JRPO AR S —TRE g, LRI R A B )
e, FEAIEFEFERVEROR LPS ., Hal i [ bkt
A0 NLRP3 5| & R E IR RN, 7] B 1
“Wp-BE" BEAEEER . NLRP3 5 J17- 16l 932 T HL
il A7 1ifs R 22 #8 5 P3 [6] 36 7 T RS 4 T (alcoholic
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liver disease, ALD)HEHEHHISAKIEEY,
24 BEREMHR

H & 40 5 Pk I 9% (autoimmune liver disease,
AILD)E—FiHUA S ie R G0 5 0 W0 . BGEITF A 5
P TR, FEAE A SRR
(autoimmune hepatitis, AIH). Ji & P40 71 PE A4S
& (primary biliary cholangitis, PBC) 15t & 14 fifi {k,
P4 10 4§ & (primary sclerosing cholangitis, PSC).
NLRP3 #%E/MAZ: 5 AILD )& Ak J, BARPLH]
PRI A AT 25 57, (AR Ol g — 3

1E AIH H FZ DU A0y 3 250848, 40
BB DAMPs i NLRP3 - Bl IL-1B 1 IL-
18, it 3ok #5543 AE 40 M (2 I W 200 458 32 1 T/
e, REUFA SRS S A R P Ak,
>4 PAMPs 5k DAMPs fiili & NLRP3 4 i /IMAZL %6 /5
NLRP3 4519 IL-1B 2 {2 # Th17 434k, 520 Treg/
Th17 Jefif, #esh B S e tEpm i L AP, 1E7]
THEHAGBRAHEBER G, SHEZRE—
it 3 40 ] TLR4/NF-«B {5 51 % FHL Wt NLRP3 58 i
INVARZHRE PR RAE IR SN 5 oy — 5 T R
AL TS PR 3R ROS T BRAE ST, i “SE-AAk
L R IE R E R, IR RIRZ5 W)
IHYT ATH 2R AKHEDY . #7 R E A H i a i
bl BRAE B M BT 2 [W R & 1 1(Silent
information regulator type 1, SIRT1)HAY 3% ik i 1%
SIRT1, %58 4% A+ E2 #H ¢ A F 2(nuclear factor
erythroid 2-related factor 2, Nrf2) #5547, #—
S T BT E AL 2T R A A -1, e
AR, fEFETEARBEE,  SIRT1 3 Al p[m]4
il NF-xB (305 , BT NLRP3 5 /ML, #
R B A BE Y I8 G 96 4% SIRT1/Nrf2 ji #% 5 NF-
kB/NLRP3 il s BAE T, SR i R AE 5 46 4k
NIV, SRR YT ATH BT i $E 0 A L DT
BREGERIL, AWIEZE A NLRP3 3505 3
BRARERIYT, 338 i BH T STAT3 B RR {4 i Th17
Ak, 1815 Treg/Th17 FAfif ] Treg iR}, Yk G
M52, A SRR MA+TE T T - (Y
P R) RGN BH 1B E %, L ] NLRP3 FJH 4% Treg/
Th17 V- AT BEISCATRTT ATH HHT AP,

PBC J& —Ff I VH IR B I 5 s, ANIRAS
Rz Ak bR . IHAE L AR L 0 S R
MRHAR, SA-FAMNE S ZETLREILATP . JRIRES
Al % DAMPs AT #4075 NLRP3,  JLAM Y IL-1B 4%
ASEE VRN . T AR R, T8 s

%, A REUNE S FBIRAAT AR, AR AT
TEREAE AN H NLRP3 iy 41e , fF vl AR A7 ) 1l 2k
FEIRIE RN TE AL Z 0] R R TR L
0% PBC i 3 I T £F 4E4KPY . PBC LA 1AYT
F L) AE AR AT X R IR A 2, HE X
Gy ERE N AN, ELMELIBH Ik £ 4L .
NLRP3 J& % 22 A4S % 5 4 de b 9% 040 1, R
] NLRP3 R by A8 25 S IR R 107 24 N HE R A A £ b
FEIRYT R, HRAE I PR N AT T I 22 Pk
G, RS Z 4 PBC WS, IRV IR 2 B UL T
NLRP3 RAE/IME T EF A EIE T R . H A,
FEM PERR YRR A, g T8 TR AR S VR A i 1 B e o
RESZ 101 2 (75 38 P 10 40 TR A QI 5 25 2 oE AN
MATTIE 3 TLR2 5538 B0 S 22 4 . 1fii NLRP3
FERX AR AR A P85 7, ] TLR2 i %
P0G TR Bl A 3 SR UV . NLRP3 45 /IMATE
PBC Hi A “XUm A" X NLRP3 X — 8 £
IRYT T B30 50 %5 IR PR 1, e S kR
THIRBUFI IR RR IR R b R AN [ IR 7 SR M)

PSCE—FME MR B, LU IR R
M “Pa-Trhe =AY EZAR . BT S
77 A ) ROS FIKHAM i & 380% NLRP3 B 3305 7
3 5 P NLRP3 S8 HE /MR 2 IR JAE KV, 3L
RS b R 20 st 5 A ARAS PR B 24, JE AR <Ry
A -NLRP3 #0075 Z AR AE - 51 7™ F A 1) Atk
PEIRN B B A 5% i i T 2 o R A R
A WpiEEETERE N, S ECLPS. 41 DNA %5
PAMPs il ixf | ] ka2t A DI 3408 NLRP3 485 /)N
sk PSC Ay Jig . ik W] NLRP3 J2& /17 18 B B2k
P35 PSCHE R Z [ “HFEE”, BRGHEm “faif R
BE-NLRP3” M N PSCIAYT IR LR 7 =12
2.5 ZYERHRG

254 T35 13 (drug-induced liver injury, DILI)
JEFR h 25 S LA i L s A S B R
FE SN, AT R RS 2, H NLRP3
HRAE/MARTE DILL I kA R B h il B E R . Xt 2
Tt 24 HL ) (acetaminophen, APAP)id# i}, CYP450
it 2245 APAP 554k Jg N- 2 e X A< R IV e 3 B0 AL R
WORZRLARTR 7, DTS ATP 345 P2X7 32 1A
T KAMALRT Ca* L, 00 NLRP3 48 5E /MA 1
TR 2R IELRAA ROS B R
T T REAS ISR NLRP3 RAE/MARI S, FEGES
JECME R, 1 NLRP3 i 5 2% F MCC950 i b 24
JE AT, SRR LAY R L R T
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NLRP3 R AE/MATE DILL H i B ZEpEM ) ST |
PG SR 2 A RS HE ST Y DILL/ N B AL
254 R IR A AR B AR 2, B ROS
HHLUEHMEB, MIMITE NLRP3 258/ MA, il
5451, 76 DILL B it se v, 25907 % 1)
NLRP3-caspase-1-GSDMD i #% S S 4 g gz 1=, )
e I TL- 1B R IL-18 23 4R SEvh MR A A . 1 Ik
Y A SORE AN MR T A, “ RAERR”, 105
P 22 HAE e MR B0 . R 23 S
T T 38 1k 0 1) 0 ) NLRP3 BHMTFE T, FTHEME T
i P o1 B N YN TR 23 7 TR Sl W 1
SEILN ) NLRP3 I 5 5 5T (A%
O, A REEALGIRTT B R PR
2.6 BFA%

HFEr4E Ak (liver fibrosis, LF)J&48 44N &R
Ay kiE Ve B DU S oA, R
A RIS RNy, HAZ O 2 S AL IR 2 B (hepatic
stellate cell, HSC) ¥ i I 1f BE 73 Wb 40 Jfd 4 3 o
(extracellular matrix, ECM), JH-ZF4Efb o245 Fg
PR3 1) R b & i 3o R b 9 G5 R . NLRP3
GAE /AR Bl 9 E S5 0 AT HSC {64k, DA T3 Ji e
JREE IR FECM A B, Sl - 45 91
TEFERTFEF ALY & 2, NLRP3 J& 14 2 AT 451455 5 47
bR 7 S(E 2). R, HATE
H—Jy i i ) Friend H ML 22 A K 1(friend
leukemia integration 1, FLI1) A% 3% ik M 1 #1101l
NLRP3#0E, W/0 TL- 1B A8 4 b a2 17 BEL BT & AE 2 156
J Vi o 53— T A2 4 ] TGF-B/Smad il #1915 5
&/ ECM TR, AT B0 il HSC 37 fb 2E 22 T
Ui . AN, IR G TR A B IS
Gz i S AR LSO A M A o AT R WD B A
i FLII/NLRP3 %l . TGF-p/Smad 18 i A& ALV i,
S “BUR-PUEF LA D B 2230 1% 13 )
ER, sk TRt — 0 S 250 R BRPEMS, 7
FOFWEFE T, TLR2 {5 538 i MyD88 1% NF-«B,
[Fi] IF S80S 4 B A0 1% 5 8 15 0B (extracellular
signal-regulated kinase, ERK)®§fRfk . NF-kB ik
S HAELE S NLRP3 LA S5 3+, A i H A% SR A
RIE/IMAL %E, 1M ERK A3 5% NLRP3 %1k, —
B OE BRI . FHZE P B ik SR A TLR2/
MyD88/ERK FI NF-kB/NLRP3 ¥ 4518 %, BELUT I nik
S L BIR B 4 S E - 2T AL G S g, 22 SRR
WSl R RGN S

IR T
lﬁﬁ

:E é JFEF dedl
& |

oY

[ | @ogr ¢
g -:

%

NLRP3 457/ MA R

‘ ECM

lﬁw T

Caspase-1 ‘
l FHASHSC

. 1
o.‘/——> Oy s

tad

#ASHSC

pro-IL-18 IL-18
pro-IL-1pB IL-1B

2 NLRP3 RfE/IMEFERT T 4L P ER

Fig.2 Role of NLRP3 inflammasome in liver fibrosis

2.7 BremRafE

21 Jit 9 (hepatocellular carcinoma, HCC)AY &
AR SR G TERAE . ST AL YA G, T
NLRP3FEH iy “WHE A A", ZEF5RINA
HAR R FPE 2 38 F1) T Mg & AR IO 5 SR,
A7 T 2 W & AT R 3 175 4 A T e

—J7 1, NLRP3 B IL-1B FIL-18 23 |14
IR A DG L R A 3Rk, AR I A ML P 3 L A
G 51REHH . [RIIHEZE M2 AU W20 A FE 2ok
Y400 1) 200 i V2 i A gRg £EL 4L, AT B 9 R RO B
9K S0 12 A AE 1) 98 1 5 AP0 BF9E R B, IL-1
Z K AH ¢ B4 B 1(interleukin-1 receptor-associated
kinase 1, TRAK1)if iz #4445 NLRP3 45E /MA K 5 2
FEAE R o I R DG s 200 B 3R 1T A% TLR 38 2o U5
i 98 34 855 v 1 PAMPs 5 DAPMs Ji5 #4 55 MyD88
JE M MyDS88-IRAK1 551, AT % NLRP3 424E
IMA S HAYIBHYTL-18, TL-18 #E— 4l i3 NF-xB {55
SR T IR AH DG B I 200 i ) M2 R I I 2 B R A
(i) FF 35 5 e 988 441 it EMIT 38 5 L3 B2 AR 22 6E J) o
IRAK1i#i1:f “TLR-IRAKI1-NLRP3-IL-1p/IL-18” il
{E#E HCC A& Jig, ZM98 h HCC Rinyr it 1 24k
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J3—Ji T, NLRP3 AT &S
G e I AN AE T, DA TG 3 L By . Hgy
AT TL- 1B 38 3k 1 8 T 200 B2 1 4 Ak PR 7 32 A 3
He g A RS RE T, SRALBTIE G R
1M IL-18 W] B85 F AR R AN i A i Bk, {2
IO A0 R S bR, A DR R b
Jifr e M B2, A i 2290 2 0% NADPH Sk il 4
(NADPH oxidase 4, NOX4)5# ROS /K F T+ 7 M
IS NLRP3 224 /MA, NLRP3 /-S4 il fi 1
SEOF AN A AR T, LB P ) G 5 R
TR R A A 48 DR 25 ) 9 40 EMT
AT sk 555 G B8 R 22 B8 ) o AR 2K 0 I §E 1)
NOX4/NLRP3/GSDMD iffi {i 18 it 1T 9 40 it £ 72k
T fbRs, B HCC 25T & H i ok ms,
HEMRPAR R 25 g,

25 bk, R NLRP3 45 /MA ] B8 2987
HCC {37 1), 1 NLRP3 75 HCC {298 A s 1 5
A R A B — 2B 5T, DA e B LA A
BL . b, HAh 5 E/IMATE HCC H i BARAEH
AR T EHRT ) 7 W] o

3 4iE

VTAESE, BEE X NLRP3 485 /IMAE % L] B
HOF W AR 538 B I BR A ST AR 0 40k 1 1
FHIZ BN, NLRP3 58 i /IMA Sl 38450 A 61 71 LA
FAE A SRR Ve ML 2 B T R 5E, AT
WA YT PR AL TR S A . TERR TR
NLRP3 R AiE /MA 8 355 5095 B 25 1 (W0 HBx 55) #
O, ARERAE RN, IR AR R . SR
1o B G VT e T B0k RE AT 4Rk . 7E NAFLD
FIALD ., BEFEME . AN SR 1A ) g i i
] 0% NLRP3, 9K ) JF Wk 5 A g 17 728 1 1) £F
il & . AILD FMIDILIFF, NLRP3 (365 54
Yo g2 I B RN 2T A T ) B B R AR DG, BT
SEOT AN TR R AE IR o FE AT 4R AR B B
NLRP3 i & {2 #F HSC A9iE 1k, I 4 i oh 5 B it
. T 7E HCC H, NLRP3 (X EAE It kg i
Y IT BE TE AT S £ E kR & AR, e B RT g
T R TR S PS5 B ok R 1E JE . NLRP3 9 Tl g
SEPAKOR S 22 38 ) EAHVE . HEBOE 5 NF-xB
B TR E A G R EiIREST, ST
WA, 5l id GSDMD A S HF4H AR TR 6
Yo ZACEHE MR, W AR TR -

JE” WEPEPEER . LAk, TLR4-MyD8S i i 1] i
P RME S 1G5 NLRP3 160, B LA RE R 25 5
TLR2/MyD88/ERK FI NF-kB/NLRP3 ¥ % i 4 7 A]
W BCIE S S AE B8, R JHEE 48 5E 5 FLI1/NLRP3
fll . TGF-B/Smad 3 [ F1 40TV 1) 22 38 [ B[R] 1
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