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W OE . KT & RG24 pyrin 45M3 5 1 3 (nucleotide-binding oligomerization domain-
like receptor family pyrin domain-containing 3, NLRP3) #&fiE/IMAYE N —FPOCHE N 2 SR AR Ak, 1R IERSm
IR R E AR . ASCERIA T NLRP3 SO0/ MAIBUE N K5 S . T4t SR
R G 07 P A TR A P R 20 s S5 008 () S TG, 9T T NILRP3 # F£E VA T 7 I v v )
R AT 20 NLRP3 i 7145 S A0 A58 b e 9 HH R4 197 2%, AR LI PR S A TS THI IR Bk . NLRP3 58 i /)N
A 1) S0 OG5 22 PRI B DDA DG, BR N B HLVE LIRS TR RO pie F RO HEME. KK
BB 5T S 9GTE NLRP3 (R L S ANV TT 7 R EITF R, U I 50 IRa T 7 S S8 1 7 1
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Reasearch progress of NLRP3 inflammasome in liver diseases

CAO Li-Li, E ER DE Mu-Tu, LIAN Hua, BU REN Qi-Qi-Ge, WANG Ling-Hong,
ZHAO Lin-Yun, MA Chun-Li*, BAO Yu-Long*
(Inner Mongolia Medical University, Huhhot 010000, China)

Abstract: The nucleotide-binding oligomerization domain-like receptor family, pyrin domain-containing 3
(NLRP3) inflammasome is a key multiprotein complex that plays an important role in the pathogenesis of liver
diseases. This article describes the activation mechanism of NLRP3 inflammasome and its association with acute
liver injury, hepatic fibrosis, non-alcoholic fatty liver disease, alcoholic liver disease and hepatocellular carcinoma,
as well as the potential of NLRP3 inhibitors in the treatment of liver diseases. Although a variety of NLRP3
inflammasome inhibitors have shown good efficacy in experimental models, there are still challenges in clinical
application. Abnormal activation of NLRP3 inflammasome is closely related to a variety of liver diseases, so
in-depth understanding of its mechanism is of great value for the development of novel prevention and treatment
methods. In the future, we should pay more attention to the regulatory mechanism of NLRP3 inflammasome and the
development of personalized treatment, hoping to provide a new direction for the treatment of liver diseases.
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PR SA T & ISz AR RE B 5,
FREE RAE SN AT eI A AR 9 2T 44k, sk )
BEA N IFREAL 5 22 JITRE ™ R gl A6 3 1) A i
R BRI, SHROBT B0IR IT 4E A DUE R i R
BN 24 1T = A T B R

FE ISR B SO AL, SO S 1 2
REEPA . FAE RN AL 451 1 2l
f— R BT L], R 2 Mgk g ke 1) S B A
R RA/MERAEVHBHN SRS EAES
A, SR AE B T R 2 3 12 R
28 NeA NN EH A - = NI TR e - SRR I - = =il
FR, FBOE ERBORER R T, 2 5K %
e R S b RE Y HET, SR REA
(R JIE/IAE,  H % EF BR A & 5 R AL 45 MR 52 4
T pyrin Z5#385 55 3 (nucleotide-binding oligomerization
domain-like receptor family pyrin domain-containing 3,
NLRP3) 7 /M AR PR FL 32 18 70 A1 AR 22 ) A B T
BE, BN T BT H A

NLRP3 % fi /MA & NLRP3, 8 T2 M1 B s R
5 [ (apoptosis speck-like protein containing a caspase
recruitment domain, ASC) A = J K 2 -1 B2 (precursor
cysteinyl aspartate specific proteinase-1, pro-caspase-1)
HREAESHE, WMSEREN FRIERM. 2
JHF A% 52 B BE, B 4 2 B0 A% IR 7 kB (nuclear
factor kB, NF-kB) %515 5 1@ %, 1X 63 % n] DA FH A
S E R, IR EA R, 51 4 (reactive
oxygen species, ROS) [ k&8 i ¥, % T NLRP3
P /INAAE BT B R BEAE Y, IRAAR FT I
AR SWOELE], DU 5 R AR L
[A) B SR 056, ANAUA Bl T B8 2 b B AAR PR 11
WRIERE, IENIT ARG T B At E E B, i
R, BEAERFFURIARBIR N, NLRP3 SAE/MATE R
PRI LTl ARIRRS TR DT 0 L 0K
M DA K JH- 200 s 55 22 Al S F B 5 o 0 4 22
BT o

Rk, A 7E 48558 NLRP3 48 i /M (1) 52 4
EWOENLE], R S O A AL 2 T 5%
B, Jf 45 NLRP3 5808 /N 41 il 77 76 T 5 9 ¥
I7 75 T OB HE g, DA 0 T ST MG I
PRALHT ) B AN T ]

1  NLRP3RJE/ME

NLRP3 f& —ff 73 7 A A%, R B I b &
HREREENMEN. % UGS R A7,

1 595 JAR AR 9% 7 T4 (pathogen-associated molecular
patterns, PAMPs) #H T {F FH i 4 3#07% . NLRP3 25 [
WU EaFEEEED ASCE2 44, X—
FEAN G 5% 7 NLRP3 B3 14, [RINEHE 5 [ pro-
caspase-1. Pro-caspase-1 [ & & S HHIKM, IF
7 B B S MR 1 caspase-1. 1% 4K 1) caspase-1 fig
YRR A 2 oIt R &R, K adE
H 40 i 2 18 (interleukin-18, IL-18) A1 IL-1p, X4t
RIE R F1E RAE [ N e B 2O VER . RERE IS
PN (kA M I FE AN Ak, R — e R R
MR s E R B ALK caspase-1 i& AgiEd 24
fi# gasdermin-D (GSDMD) K it — 5 1 5 48 iF S M o
GSDMD 7t caspase-1 fI1EF R4 V)&, TR N- R
Ui; GSDMD Jv B, X Fy B e % 7 40 s _E J% AL
I, A543 IL-18. IL-1B 55 2 0E R 7 B TR 3 40 i 4,
MTTHE— B KR AE RN, FHiF ST Y,

NLRP3 & IE/MEMBOEEEE Z My, F
U S 2l o G | 2 Gl I =
P, 2 MR 12 & NLRP3 O /MR G ) 32 2
TR —, WEWANREPIR : 51Kk (55 1) MK
W (ES )Y, FEES TMEB, gy ilE S,
4 PAMPs B 451 155 #H < 73 F 45 20 (damage-associated
molecular patterns, DAMPs) /EH T4, S#H#%
T4 & 9 (inhibitor of NF-xB, IkB) [ & 1% 5 1& 1
Bz FA, MR R . X RS R A S
IkB 25 4 ) NF-xB 15 LURE IO F 0 3E A 40 i %,
JE B 5 JREINMAA R (LRI R O hAh, 4 AL
43t B8 3 i 5 Toll £ 52 4& (Toll-like receptors, TLRs)
dit, ad—RIE5HFER, A FHNF-B
s s

REES 1 CARA 75 RIENMEHIREB R
Tk, (BTGS2 RIFOK NLRP3 2 5E /MA 1) 4H
RH5POE. 55 2 @R T RN N RIEE S
EHOiE S, XE(E SR 2 NLRP3 S H K4
MG, FEMEIK— RPN, 2T GO
RAE/IME . BIAMNRRAE S 2 F i B AR M S T
Ao il N FALEITE Y DAMPs #1 PAMPs B2
Al e R R N N TP v = A N R T S e =
ROS. DAMPs. PAMPs #1414 2145 [ B B 55 4 Jit,
fiE3E NLRP3 [0 '

5 Mg mARE, ELMIBEW LA F MK
AL R QP R e, ME M2
F¥ (lipopolysaccharide, LPS) Aef% H.4% 515 F 40 N
21 D K ATl ( 1/ B RG caspase-11 BN i
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caspase-4 fll caspase-5) KA A E AR U, X sbf
KA N- 2R I 245 1) 38 R A B2 R e 1, RS
HERRR IR 45 6 LPS I IR A &85y . X P&
%5 T caspase-11. caspase-4 fll caspase-5 [ 5 K1k
5w ", — B W%, caspase-11. caspase-4 Al
caspase-5 2> V)#| GSDMD [, {EAMIE s
JESL, SEMET ", Ak, caspase-11 i8] LA
i# 1+ GSDMD ) #I T m 1) i AL AE KT b3t K R T
ATP, 335 0% NLRP3 4 E /MA, AT 1 5
RAE S T i R BT 4 S i 45 R
IR A R T B 8210050 LPS, e afhidE i ) f 4t
[F] [ JEG 4 B R 30 NLRP3 %8 0E /MA, i 51 &
— BRI N, U0 TL-1B A TL-18 f B
BBk, NLRP3 2 5E /M A 1 4F 28 800 5L ik
W AN L% 24k Nur77 5 NLRP3 2 8] ) AH BAEH,
DL £2 K4k DNA (mitochondrial DNA, mtDNA) (1) F%
TR R % . GSDMD 7 3F 2 #1330 ik 42 v i 78 48
bk _E AT FLFR L mtDNA, 3X 4 Nur77 BIH06E & 9%
BHEW, BT 2R RMIELIREA, BFEE—
FREAEE T, IO — s . X MBS 77 20
TCAUTAREE, % fER A5 5 a1 ATP. JRER & 7R 5%
51 & NLRP3 45 /MA s U 1A o X
T AT PRI, B BT 40
BUNIAE 5, AT BRI B 98 0 e R

2 FFREERRAY &% SNLRP3ZCRE /M MA

2.1 2R SNLRP3XEMA

SAPEFF (acute liver injury, ALI) j&—Fh ™ &
PR EDIRAS , HARFEAE T K& H M IR S5 T,
X —Id FH, NLRP3 S0 /IMA R 153 %8 K 2L 1)
TER, EANZ5IHEZ MR PR st T
(programmed cell death, PCD), i 521 451 1% J5 1 4
PERAEIRNL, 34— = A A A% 1

NLRP3 % /N 105 & ALL R AL H )
REEATT . — BHME, R E L caspase-1 Y
EACE SR TS R R TR AR, X R
FERHE T PR . R, DRAEE I a2 1)
WOE 5 NLRP3 &S /M 2 [ A EAH TR IE I R &R
TERC T — NG EEERE, I TR . Bt Ah,
HWEAE N —Fhan i 5 B E U, 5 NLRP3 %
hE /M 2 Bl 22 R 7 SO B B, DAYERRGE AR
1550 2 1) 1 U,

fE ALI 1, NF-«xB & 124 N M 12 K15 5
B RERAT, FLBOE A 91 R G 2E RRE N IR B A IR o

AV 20 NF-xB {5 S B080%, 3807 NLRP3
SORE/MARIFRZE, 2 B TR 2 4l B R T RIE,
W IL-1B &5 o X U2 it A 5 DR TEOAN I 1 40 i
T S5ET, H—2nE T HFER . b,
52 A5 P 200 v R AR A R BB . L S 0 NLRP3 46
FE /MBI EZE R K. 55 ROS 7K-F A 840 RSk
fFF, Bi%iLHE B HAE R H (thioredoxin-interacting
protein, TXNIP) 5 fifi 4018 & H 70 &5, 5 NLRP3
Ghd, NIMBEGE JOE/AME, 5l RAIMEET: 2,

i 1 NF-xB & 42 A E AL RO NS, 22 825
TR I (mitogen-activated protein kinase, MAPK)
E T AR S AR A R R SCRE . Ho,
c-Jun 2 %t 7R Uit ¥4 B (c-Jun N-terminal kinase, JNK)
£ 8 MAPK {5 5 18 #% 1 B 2150 50, HBERR L5 vl
L3 i [A] AR 1 ok T 87 B (anaplastic lymphoma
kinase, ALK) i /7 NLRP3 ] 73 F ££ 15 NIMA #H ¢
R I 7 (never in mitosis gene related kinase 7, NEK7),
fit 7 NLRP3 4 i /N (0% B X — L f2 v,
INK 18 5 18 % 5 p38 J& % JI5 it WL % 3- U (pho-
sphatidylinositide 3-kinases, PI3K) 25 {3 5 il i A .
TER, B DRI S, SLERZM NLRP3
RNREMETEHIRES o

PI3K- &5 M B (protein kinase B, PKB)/AKT
1 % 52 B 0] 22 T BOEORLAR R T AR O
T 51 &R i A . (RIS, %08 B AF R FL3h
V) W5 2 40 2K 1 (mammalian target of rapamycin,
mTOR) A _Ei7, w] Bl #% PKB-mTOR i
% BH B B W, 52 ROS B I AR B, AT B
NLRP3 %l /IMAFE I 585 S b P2,

NLRP3 %8 5E/NMATE ELREAR 5 BESR A . 4
JIF U % 26 S8 RE IR, Kupffer 40 i (KC) Bl B0 7 B
TR TR 1 Je APt R M PR -, 3k — 2P 4 S e
Jitd A 5 98 RE (S 5 o IR R 1 2] VU (adenosine
5'-monophosphate-activated protein kinase, AMPK)-
mTOR 15 538 % ] fg 4% #) fil] KC /- 31 3 Wit 72,
gk M1 B 5 W 40 Jf i i Ak, 915 5 NLRP3 4 %iE
NGRS IR AR R4
2.2 FFA%EUSNLRPIRE/ A

JH4F4EAL (hepatic fibrosis, HF) J&4i& fHIE N 57k 1%
T 4 B #h 35 5 (extracellular matrix, ECM) i & F1 2
(9955 H kB2, T B 2R 40 I8 (hepatic stellate cell,
HSC) HIH0E W2 A 440 & A2 A% 03715 . NLRP3
RAE/NARAE HSC v 32 31 2 B &R 10, A
PAMPs. ATP. MERS 2X7 524K (purinergic 2X7 receptor,
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P2X7R) AL ETK & 11 5244 (angiotensin type 2 receptor,
AT2R) %5, IXEeg i #E T2 HSC ik, IFEut
2 I AR A 40 s, E— 2B R I 4 4R i e B,
UEAh, NLRP3 JORE/NMAEKBHGE 4 5 HSC AT
K, FETIE R OB BN AR 2 R0 TL-18 2>k —2F
TN JAE L, HEBhEF 4 fb b RE ),

L5 1 51 K A AE T 5 RAE 2 R A 47
et KRS R BE R 3. 7E 2400 19 JH 40 B s
NF-kB. ALK-INK. AMPK 2:{5 5l Bg s, M
M5 R RAE L[R2 AS R AR T A
BE 5 K = 4ORE A1 BT B R R, IX L8 A SRR OE
NLRP3 HAE /A, 3k — 250 48 5 [ B P, 3%
i JEEJUE o () HSC A KC, I JE BFUE 41 444 i 7R
NADPH “E{b1 4 (reduced nicotinamide adenine dinucleotide
phosphate oxidase 4, NOX4) 71X — i F& /1 5 # %
fEH . NOX4 i i H ™ 4 ¥ ROS A 3 % 1k 2 L,
FEAERE HSC il 558 ®7'. — H NOX4-NLRP3

5T B AEGE, RSO M ROS, IL-18 Al
IL-1B, AT HSC, I 51 & i 18 sk A 4 2% 1,
A& ST LR 4L I 22,

JH - P v i TE Tl A A 1 AR S BUR AT 4
L EE R K 2 —, NLRP3 % E /MK R 05 R 5]
TEA S AW Y), R E R DIRE, i
R Wi . i E YRR, NLRP3 Z8RE /)
PRBEIGE, NLRP3 )35 Lt 5 #0% HSC, HSC i
1 J5 B B e A6 A2 K Bl - (transforming growth
factor-B, TGF-B). TGF-p it it #7 f¥] Smads (Drosophila
mothers against decapentaplegic proteins) Fl19F #L 7 f1]
MAPK %5558, 5L 440 M e . 48
Ji A0S o et B A i DA A A R T, IR e R i —
N T RTIR£F 1L 220

ARG, AR AR SE2m®E, X
4 5 B2 Mg B R4 75 4 %80 (mitochondrial ROS,
mtROS) i B 7= A=, 3% 3R GMP-AMP 4 i
(cyclic GMP-AMP synthase, cGAS)- 1 $)t 2 % [A |
PIA ¥ (stimulator of interferon genes, STING) {5 5 i
B, IR B SOE OB, 3 T EGE NLRP3 5] & 4
MAET, RASEFLF4EL B,

I Ah, 40 g [A] B 4 3l 3 (gap junctional
intercellular communication, GJIC) f¥] Ih 8¢ 7 fT £F 4
A I3 e R Ry T S A . GIIC B AN 4H
Wz (B BRI TE A B, I8 T S 22 S8 ATP K&
BEE T ORE . WO ATP-P2X4/P2X7 5 5 i i
e i 14 o Pl 18 T e LA N S TN, /5 HSC

HI0E, MIME S NLRP3 4 M /AMARI S, 51k
RAE R M. Ak, ATP-P2X4/P2X7 {5 5 i I (1 ¥4
TR BEAE SEAH E B AT 4R A0 M v 4k, (Rt ax e g
L AN o W L AL BT, ik — RSN AR 4RI I
iﬁ% [32-33]0

2.3 JEEEME RS AT AT R SNLRPIZTE /MK

A V8 K 1 ig 7 4 T 95 (non-alcoholic fatty liver
disease, NAFLD) & —#f LAH-4H it A g 197 1 BEAR B8 0
FRERIIGIRZE G AL, 7T BEdE e N ARG M Mg o 4 1
7% (non-alcoholic steatohepatitis, NASH). T 1 £ %
JHHE . {E NAFLD J& NASH i B fe e, NEaek.
LRARD)RERERG . ROS KPUE A RG M KM 35ml i
i NLRP3, {449 NLRP3 I i o] AT Atk ¢ A6 A T
“FYif, L HES) NAFLD fikf B,

% Fli {5 5 38 B i PI3K. TGF-p il AMPK 2%,
AR 28 I HE 2 9 fe I A 4 Ab 1 iR R, 8 e it
NLRP3 50 {7 A A0 738 1 B, AT NAFLD
(ot = A s B, [, ROS-TXNIP At Bk
NLRP3, FHUHERAEMAEHAL R, IHE NAFLD.
4 10 W K F FHm n, KC ORI i 22 7 4= NLRP3
RAEAME, S FRIEP, 51 2L,
1958 TL-1B /R, 3 NAFLD [ 27,

Ak, A7 E2 A1 9% K] 7 2 (nuclear factor
erythroid 2-related factor 2, Nrf2) G4 i 15 Hi E AL
#, M4 &% & -1 (heme oxygenase-1, HO-1) /f
9 Nef2 (1) R, R Preb mpt R R R
7 Nrf2-HO-1 15 518 28 7] DU it 8 A0 SO N,
FUROS B BE NLRP3, AT 51 & 41 3 1 A
FET, FRAHIRFANM B W . NLRP3 [ B s s
FELIFE G D AR A, T FH44 . 5 Wk ) R P R B T A T
K5 VP (NAFLD) 38 i 52 4540 B

12 el X 524K (farnesoid X receptor, FXR) 7£fiH
TR R TR R A R RO E A, R
Y77 miR-186 J¢ FLHEAR IS s IR i e e 1 1 (NCK
adaptor protein 1, NCK1) fFJAEMEAL X, HH] P4 5T
N T B E G R OB P 5 B (protein kinase
R-like endoplasmic reticulum kinase, PERK) #4075
HETT A0 &) NLRP3 fyid 2Rk, 48 S W40 495 S £F
Yitk, BTk NAFLDY,

2.4 EREMERTRSNLRPILE/ A

RS M 95 (alcohol-related liver disease, ALD)
s T — R HK Ol R 2 e O 5]
(PR 497, AN S 0 I 07 738 1 O 3800 K 1 g 7
FE PRS 1 F T PRI 26 . Ak S AR OC IF R HE
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KA B T GR35 2 3 B0 Mok 240 A0 s 41 A
FIERER, PUBL I IE A YA JF (2 ik Bk 4 i M1 ()
WAt . . FEiEIE NF-«xB i B2 3 NLRP3 28 i /M
(R0 AR 2 A0 L DR 1~ BRORE TG, 51 A i 2 i S g D
R ZEEL, BLINE ALD Kk E . thah,
Hi A A I Ja 8 AR RO B, 5 5 ROS /P2 AR,
W NLRP3 48AE/MA 1,

RS e 0% 18 1 SRR % 5% X1 1 Ol (Forkhead
box protein O1, FoxO1)-TXNIP 4 P& T4 1Y) miR-
148a K ik, {ei@k NLRP3 % 0E/ME RIS, 51 KM
AT, INE RS MR (ALD)™, BizEZ IR
7 Sirtuins (SIRTs) (1) A /& [F] FF 2 4% 0% NLRP3 Jf
T RAE. LBERIP SIRTs Bt ERIE, Mk
T 40 k% X ¥ 4 (nuclear factor of activated T cells 4,
NFATc4) J¢ PI3K-AKT (135 4k, #l#i] ROS 1) 7= 4=
FRAL RN A B W . [F] A, SIRTSs i ik $119a 3 IR T 3
B (liver kinase B, LKB)-AMPK {5 ‘5 i % il i AT
MR AR AR R, ik Reid st 7 DEP 45443451 mTOR
44 % A (DEP domain containing mTOR interacting
protein, DEPTOR)-mTOR £ &4 1 (mTOR complex 1,
mTORC1) {55 % it ALD [k *,

AL, L8 23 0 5 90E A 5K 1 NF-xB.
TLR4. mTOR Z5 {5 5@ ¥, I 520 £F 4810 AH 58 1
P2X7R/P2X4R. TGF-B-Smads. ROS %5 {5 5 i #,
L K 2 5 ig AR A Nef2-HO-1. FXR. PERK %
Z MG T FE B O . X EeIE % 7E ALD [MIR
FARH . AR, ROAER L. ERATRAS. B
SN o DT TR A% T 2 EARR .

2.5 RF4AESRE SNLRP3ZERE /M

JHF 4 ffuJe8 (hepatocellular carcinoma, HCC) &
DL FET IR ER  PeR SS RY, AH R 18 e s A0 B AL 2R
FIRFE &P Bt. HCC AR 98RE . 21 k4L e 4t
MO8 T2 AFFIE. NLRP3 %% /MASE HCC 1yt g
RIE T REEH, B 5 IR AE LT 410 1)
AR, ISR A KR AR R Y

P13K-AKT 15 *5 i # 7£ 30%~55% ] HCC &
b TR R A M, 0S5 ) PI3K-AKT {55l
0] LLIE It mTOR-NLRP3 4y #7hil FFF Je 40 it fr) 48 5
TR ZE, (R I 400 40 i 0 5E o7 < e 2 1 g
(matrix metalloproteinases, MMP) [{j3&i%, #t—0%}
JHP IR B A e AR e A

Bh4h, Nrf2-HO-1-NF-«B 3 # 5 4 5t 4 i 4
IR, Bl ) P 2 R = 5 2  (alanine
aminotransferase, ALT) Al K | ] & & R & It #% % I

(aspartate transaminase, AST) ff) 36 14, 1 IL-6. IL-
1B+ MHRIRFEIA ¥ -a (tumor necrosis factor-a, TNF-or) £/l
N [ (malondialdehyde, MDA), [A] ik & i H 1k
Y AL (superoxide dismutase, SOD) HI7E P, MM
i) B 4 P gk B,

.4k, TLR4-NF-xB-MyD88 1% 5 i % £ HCC
MR by TR A L, BN RS 15 NLRP3
RARE/MERITE B, 1 5 NLRP3 AH B AE A 3 75
MO T2, FEALIE S T E A OCI 73 AR Y (senescence
associated secretory phenotype, SASP), MM N /)N it
Frafese it e . e, INK 55 I8 5% R 0% 15 b
ST, Il A S Al B (cathepsin B)
S5 B AR MR AL R B0 NLRP3 8 RE /MA, {2
TR A K R BT AT e 3t B0 IR AL
FHELAZ S, L[] 52 0 JH- 40 e 1) ) 2B 5 kR o

3 RFBRARREYIATT SNLRP3AIE /MA AN

E JFFWE 99 196 97 71, NLRP3 58 JiE /N 1 1
FURBLH T 28 MW ) 5 E B, X SRslnLEs
I NLRP3 78 4 /IMA I B0E, 98020 90 IR 7 I R
T, AT A K % AR VR U ) 98 ORE 5 445, Bl E R
NLRP3 ZGE/MAAEFFLHIFIRAIR S, R Z 1
IR 7R JFF 08 YR 97 P s H R T 2K

HET, ©F 2P NLRP3 48 5E /I A i) 77 B
RIEN T REBEBE T . Forr, MCC950 & —Ffi g 5
7 57 PE 1 NLRP3 28 /AR 57, e@ ik iy B
Wgs 291 A Bl A 18 e Bl s MR 401 40 Y. (muyeloid-derived
suppressor cell, MDSC) Tijfig, fitidkix L5240 fa 7 JR A
I35 R R R S B, AT 22 R ALT FRE IR B
IEAk, MCC950 7F NASH #E 7 At R B 1 I8 35 (40 4%
VEFH,  BEME 0 ) RE ] 5t AR5 5 11 KC R B8 R 5
5 I 200 6 1) NLRP3 0, sk b 98 0 4 A I i #0
JEEF4Efk B2

57— b B ) NLRP3 #1141 7 /& CY-09, {F N
— Pk B AR, eE i A ATP 5
NLRP3 {1454, 4] NLRP3 (0%, F I 7 &
RS I R R 5 2 0 F A8 40 P 0 B 1
CY-09 i&7E NAFLD 535 o J it o5t 1 g 7 A2
i3 77 B,

OLT1177 7& — Fi 1 il 3% & ¥4 NLRP3 {1 fi] 771,
TR/ RSB A e I B B TR R . BRI A AL
YR/ B B 1 (ovalbumin, OVA) BN 51 4 1 IL-1p
eI, FEHI caspase-1 H¥E, HE— DR HAE
s PR IS H R i e 55
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A, s D R BAY11-7082 ik $f ]  NLRP3 48RE/IMAZ G N 1) 2 B4k, & —FhE 21
NF-kB #1 NLRP3 # fif /MA@ % 7, £/ NASH  RIE(S SHSHUH], BEUS IR AN SR 8O: 5 5 4O

PR oh R i TNF-o F1 IL-6 ()33, F/0> mtDNA
FRRE T B, 37 1 R NLRP3 41 1] 1) NT-0796 Al
Nmmwﬁ%ﬁﬁm%ﬁ@%ﬁ%,%MﬁE%%

TRB BRI A PR ASE e  B A EE E N 1KE FT,
MRBW%U@?%%ﬁKT&ﬁﬁﬁﬁﬁhﬁT
B g el

4 NESEE

NLRP3 JAE /A 78 JF HE 2R 99 A BRI 730 47 K
SR T T2 RE. FEEAE s At as s, 2l
G S e (R s = R DN IR o

PI3K Acetylation '

hd c% ﬁRTs .

) A

/ EEPTOR AIC

meRc1

o llea /— -\
AKT —™~ .
NI
inflanmation (
ALK

Liver cancer
s /—%cells
MM

MTOR AKT
~——

O tosis
|nﬂ’atlon \
PISK .‘ /

Nrf2 /

%i

TLR4 J

\HO 1

Ell NLRP3SRTAERRHEXIE

cccccc
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