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rFRiE SN 115 000 WA H ., HEAF 3 D45,
0 & oo 5 B 45 M 3 (nucleotide-binding
oligomerization domain, NOD) ,C & ¥ij & %= & B2 &
& (leucine-rich repeat, LRR) 5 #4 3 1 N 7E N ¥ %%
7 N W 25 4 38 (pyrin domain, PYD), H PYD 4%
F ek A L 35 4R PR TS M O¢ BE S A FE H (apoptosis-
associated speck-like protein, ASC) i Bt #% (& A 2
Bt K 4 [ #7355 X (caspase recruitment domain,
CARD) 8 [ K 46 il 55 41 45 149 5 14 240 0 04 12 4 G
Speck FEEE ),
1.2 NLRP3 B9 #i% AR A5 S #%  NLRP3 J&
WFIE 5 22 B S0E /IMA 5 8 %, R B 5 LR A B
HNE LA HEFN A 5 A8 LGB AT M A0 50 i AR AR G
R i 1 B AR B A7 G . NLRP3 R AE /A 19 3
5 F M = B AATE Caspase-1 MM 7320 2 FhA [H]
M 7 R R AR AR A L iR AR

SR E NLRP3 ST /A B #0546 T i JL2E 52
PREK ) Y 3 s 15 7 . 5 3had B il B U0 2 RS
fil %, 10 Toll #E3Z4& 2/4(Toll like receptor 2/4,
TLR2/4) ¥ % 5 i %8 2R JE Hl ¥ (tumor necrosis
factor, TNF) 55 1% %, i J5 38 i #% [l + «B(nuclear
factor kappa-B, NF-«B) K #ifi /£ i 72 5 8t NLRP3 /)
& pro-TL-1B Al pro-11.-18 {45 S5 . SR )5 18 i 9k
JRAH 3% 43 F B &Y (pathogen-associated molecular
patterns, PAMPs) | #i £ #1 5¢ 7 7 #1 X (damage-
associated molecular patterns, DAMPs) B8k /8 Z 1
B AK Chepcidin antimicrobial peptide, HAMP) ) i
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i, 5 4 ASC Fil Caspase-1 JE i R /N E & &
REY O SEAR JE B Caspase-1 18 1 2 fi# gasdermin
D (GSDMD) Jf B i H i 1 N R 3 45 ) 5%
(Gasdermin D-NT) , $ pro-1L-1R F pro-1L-18 ¥ %]
BB AT R E MR 20 TL-1B R TL-18, Jf HLid it i %
GSDMD (1% Z& i, i FL N C i BHL 388 25 4 Sul ik, L 24
f# ) Gasdermin D-NT #£B& [ i fL, /v & IL-18
A TL-18 F 43 6 F0 40 FfL A T2, 4 SR A i e | i <
FLRBEIE S FE T2 LU 4R 40 M BRI R Tl i) 43 & AN
i A0 PR T R VAR SE R B I A R R A
B1 (high mobility group box-1 protein, HMGB1 ) %
AR 5 B0 B A A M FE T AR . B W A
Edh7r W r) HMGBI 3 i TLR2/TLR4-NF-«B i&
P OE RAE /M, SR TCTE P R AE™ . itk AT R A7
7 HMGBL 4 519 NLRP3 S /A B0 14 1F 24
EEZ
“HEZ L7 R AR CF R & - 1R R LR ) £
TR 22 B M b dE e A G 7 R A
(pathogen-associated molecular patterns, PAMPs)
RAFAEIT, FEE % Toll/ HAMIA 3R 1 Z 4K (Toll-
IL-1 receptor domain, TIR) Z5 ¥ 3k 5 S 8 T
PR TIR 25 3k 15 #2 25 1 (TIR-domain-containing
adapter-inducing interferon-g, TRIF) 2 # % TLR4
ZAR N HE— 22 %S 1 BT &K «(interferon-a,
IFN-o) Fll IFN-B fi§ 3R ik, IFN-o/B 5Z 1A (interferon
alpha/beta receptor, IFNAR)1 #1 2 5 [ # IFN 4%
B IR T UF IO e 5 IR 715 5 e S i G 3 0TS
H OH
transcription, STAT) 1 #1 2 B985 2 1tk S HoAz & 7
BA BT SR 4 & & M (guanylate-binding
protein, GBP), % %% #1 ¢ GTP [ & 1 i &t blo
(immunity-related GTPase b10, IRGB10) . 2 it K
A liE 11 M GSDMD i3 ik . GBP Ml IRGB10 Ay
IR AT LLRS Bl o 22 BV A0 B A LR A . AL R 2 0
(lipopolysaccharides, LPS) F 41 1# B% HE A 210 Bt 55 ,
T R LA PR A e R 4 Tl 11 S e K26 B & ] I
PRI R A 4 5, e AR AL Y 2 e R & Bl 4/5/
11 Y% GSDMD; Y1 N 3 GSDMD J Be A 3 81 25
T H . 15 NLRP3-Caspase-1 4K #3272, /1 itk
WA A A R E R 5

( signal transducer and activator of

2 NLRP3 5ivmE &R

NLRP3 ¥ ] DL i 2 & P Caspase Z I 1Y
— 28R 51 Y] E] GSDMD A 5 19 28 /A 28 i 585 /)N
WETREFEFMBEA T, M ET LRSS

A JUEE L A8 PAY B A0 A58 05 L A IR s IOk B B (90 RS E AP L o
JUURE DK o0 LT 24 e 25 0 JUEE A 1 45 4 1) 0722 9 T 5
SO 3 5 RO A B N R TS .

2.1 NLRP3 5 .0 /1 ¥ (heart failure, HF)
NLRP3 RIE/NMEAE HF KA & i bk #5845 & B AE
JHLIL-1B J& NLRP3 R4 /N 77 9y, J& — Fh 7l %
PO JIE 0 7 500 PR 5, il g S R0 0 ) RE B B R
G B =1l 12 e e s T )
I 4 80 7 8 Pk O 1 B Cheart failure with
preserved ejection fraction, HFpEF) | 5 Ifil 43 %% 7 [
0 B 1Y 0 77 5 ¥y Cheart failure with mildly reduced
ejection fraction, HFmrEF) LI X B Il 53 BUF: A A9
L 77 3% ¥ Cheart failure with reduced ejection
fraction, HFrEF), Tet H & g w5 0g X hn & 2
( ten-eleven
dioxygenase 2, TET2) , —Fh F W i% £ 1895 B F, &
A% 3 L0 L ) v B 4 G ik NLRP3 4y = 19 TL-13
AR R BON R0 IEE B, AU R,
HFpEF /)y BU{ 4 £ T 1) NLPR3 4 E /N 14 7 28 b
T b B 4 2 88 0, B TL-1R/11-18 1Y 3 & /= 4=
FIH B LF b, Ca® /45 I8 2 40O Pk 25 it 1 ©
(Ca’" /calmodulin-dependent kinase Il &, CaMK [l
O)FE NLRP3 B i il 5 24E H . 7 3 3h ik 4 7%
/N B s CaMIK T & 378 4 b DA Co UL A0 S o 0 e
J& /UK P9 8RO NLRPS 4 E /A 1 3 ks
2F YAk B i D RE R S 1 i 4% . HEpEF A1 £
B 2 O 2R 8 110 B SRR B I AN R R L R
SRS A | S B 8 e Ay R R L TEREAE S B R T 1
(myeloid differentiation protein 1, MD1) &t &% B,
NLRP3 % AE /IMA ) #4005 A TL-13 B Jsc 38 i, 2k 1 34
T RO R 2R R I R A KU U ) 3 3 5 e
g by 3 LA M A LSRR Ca® " 3 T JF 0 =
AL Ca®" RGN LKL g Ca® . HE T 9855
NLRP3 R AE/MER S , 78 HFrEF W7 K&
AR . NLRP3 RAE/METEZFh HE 19 K 95 Bl
il v DL AR G HE AAE R 1556 8 .

2.2 NLRP3 53kokiFelifb 3l bkoks B il 16 5a
BN 2 A B A0 0 A 45 2R L B S L e 400 D A e A1
FENR % H (low density lipoprotein, LDL) i i & i,
HIRANAL . 0 IR 20 A B T 30 bk ok) A A 1 7 e e o
R I 43 WA A2 4% 40 L Bl -, i TNF-o A1 IL-183
S, K BN P 5 S AT A0 L — 2 4 R 4 2 ik ok
FERE fb BE B B9 &k R, 7B CANTOS il %
(Canakinumab #t & Ifil # JE B &5 23R 6 50 o, i
TL-1R H R A B 1) TL-18 € 43I A 368 o0 I 5 956

translocation methylcytosine
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Aigs Y. WM NLRP3 Jet/MAAE S TL-18 1 25
A3 FLAE Bl Dk oks A A Ak %) AR R e b B AR
F . AEBh Dk E R A K i v, JIEL [ 435t %) A AR A
5 BORE B 0 E P A 5 2 5y I T I 2
(cholesterol crystals, CCs) ZF FLEF4EIE , T 2 BT He
2. AW ERW, CCs 1 o 2 Fl ik 12 30
NLRP-3 45 /> A DA T 42 3 25 Jik o5 #6854 1 % e
TG AT S e 7 Y T A A A L SR IO IS I e
AFEZHFEHEFAOR 2 HEEF 2(nuclear factor
erythroid 2-related factor 2, Nrf2) #H & i #IL il k& {12
2t NLRP3 R4E/MAE L o CCs ilad Hfm CD36
FIRH S K NLRP3 40/ AL . CD36 nl L fie i
oAb K % B B8 8 M (oxidized low density
lipoprotein,oxLDL) [a] 5 W5 4 g 1% $% B, i — 25 fig
2E 240 P L I P 45 FE L 2 0TS A NLRP3 484
SR I H oxLDL AT LA 20 S 2l 1 w40 il 2 5
CCs 41 1Y NLRP3 JAE W7 1M oxLDL J2: IR % K
N85 M H & B2 (low-density lipoprotein cholesterol,
LDL-C) i i 32 45 i) M8 P9 B2 0E A8 BE I, JF 94
AR AB i T R o AT %5 2 iR 4 1 2 A S 51 & 2l Jok ok A i
I 5 UL R 22— Rk CCs 38 3 3% Cha il
C5aR HMA A2 DL K g 7 v P4 L 200 Jf % 7 o 4 L 2
Bt A FE B (neutrophil extracellular trap, NET) fil
S NLRP3 RAE/NME T . A W3R B . NLRP3
RIER S NET Z AW EREE R AN CCs W] g
WA LU i NET #9348 3005 NLRP3 48 4E /)
PRI, {H NET #%7% NLRP3 % 1 0k i HL I A 75 i
—H W, i — 48R CCs 5 NET BRRYBE R AL
il 23 R — PR IR T Sh Ik ok FERE AL 1 7 5 . FSE R
B, vh MR A 2 W] BR IE I 1 B8 BB RO R Y R
RE B A7, 43 W6 40 B 7 R KB P TL-8L IL-18,
TNF-a Ml TL-1ra, & it 4 J8 & 1§ 9/12 (matrix
metalloproteinase 9/12, MMP9/12) , 3§ 1% 5 & 1k W
DRACRIT 200 1 30 T DT & 44 T NLRP3 R M /MA Y 38
TG E— 03 T B A LAY i R B T IR m T E
W 240 i 375 Tl A v %) g B O . sk S = 1 2
JH 3 N B0 Ik BE 0SB R A B i B 2 A B B Jok ok
FEREALN 25 A DL b B 5T T AL, Gl A R IR AL IR
NLRP3 R/ MA S &, BEXT 30 ik oks B 58 1k 1 72 fig

HELE Y A R AR . B AR & X SOk Y BIF 32 v A
LA BFSE £ 5T X NLRP3 48 o/ (R B A 1) 4R
FH & 2 1 E 20 B0 3 ko RERE AL O . Qiao 0T at
SCEGE M. o F AR AN S B W (chaperone-
mediated autophagy,CMA) i#i 14 75 5 NLRP3 & H
0 e g 40 ) NLRP3 4 5E /N4 T Ak , 78 30 ik o4+ B

A B & ML bt B A . A S ks RE R Ak 1) &
A R NLRP3 R P /IMA W FEAR 22 5 1l & #E4E
FH - T 6 B0 ko BERE Ak YR 9T J7 T AN AT DG 3 4%
Fpig A2 Ml NRLP3 19 2% 35 , W] #F 38 i 42 28 D AR o
0] LIS BIAR L A 368 97 8808 - 31X AT B S VR T 30 Ik ok
TR Al 1) — ol R 1) SR

2.3 NLRP3 5.0 L&k il 75 % 1 31 47 (myocardial
MIRI 19 7= 4=
B AL B B 5 15 M & (reactive oxygen species,
ROS) ™4 (Ca®" M2 5F b 3 A ¢, 1 ROS, Ca™"
AR LUAS NLRP3 (930G . T4 NLRP3
5 MIRI Z 8] AT BE A7 7E — & YA OGPk . A #F R &
B, PR R 7K - FF e R i75 & S04k I 8RN DY Bz T R B
54k PR R ML RE SR M e MI/R R R R A A AR
90 WUAE B i B K, A B 5T & B R R (urine
acid, UA) i@ i fi2 #f ROS A= Bk il NLRP3 4 i
G SN A T 1 BT T A8 RE /N (A4 ) 50 R
YR . A ST & B, DEX it R i miR-
346-3p/CaMK I d #li & ik, #F M M § NF-«B/
NLRP3 5 /MAH J 1 3006 L Ca® " 8 2k 8 MIRT
Je BB AT L I 40 A 2 X NLRP3 98 E /N i 717
il 2 T 6 Ca® ™ 3k 3™ AR 52 g JF 1 /2 MIRT Hh & #5
fER B R E Ca®' 3 3 A NLRP3 48 48 /MATE L AL
Bt g ELR ML AT AN AT S AN, B SRR
KITEFETE 1 h N NLRP3 45 /) A 30 i 51
XiF /N B MIRT 580 354736 57 W] 400 441 ke o, 74508 3 408 5
1 B 4k K M 48 E 4005 KB E (9 K /N, 7E Olsen
ROy B AR B/ FEVE VE Langendorff FE A 0,
B W) 46 NLRP3 3006 1A %5 V6 F L J5 1 5 41
il DL ok 38 41 21/ &, B 2. NLRP3 R E /N 18
MIRI & #4455 B2 4/E A . {3 NLRP3 78 MIRI 9 H
TRBLENA FF 1E— 25 0F 58 (A& X NLRP3 7 68 5K
K HIGIT MIRT 87 4 5 5,

2.4 NLRP3 5L MR 5 i 2O R i 5
P AR R R, R A R E T L
S5 P v O F AR B /)N B 3 Bl ik P B . NLRP3
ASC.Caspase-1 fil IL-18 i mRNA 7K Fil & 4 7K
- T BR AL O K BLALZUR 4% Pk 40 i B NF-«B
X NLRP3 #9300 w] 350 & M e 1 8 3 106 B
4L gl 1L-1 Mt 1L-18 /K ¥ 7+ &, Ho& il 5
NLRP3 HHZ B WA EMRBGIK R, £ — LK
i, ] shRNA % NLRP3 % [H #k 17 #0 %1 8,
NLRP3, Caspase-1 Ml IL-1p & 1 % & W& 1%,
Caspase-1 [T Pt AH XF B AR, 3 b 28 B 3E — 25HIF
B T 477 NLRP-3 RAE/NMA M , i 5 % NLRP3

Ischemia reperfusion injury, MIRD)
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B A ) T LA Y8 55 104 S 9 LR A (vascular smooth
muscle cell, VSMC) & #l §% 4k K 3 IR & P &5 1l K
BRI 5 - Vi JUL I 184 8 A — S 4 A Y NLRP3
AT BE A 7 fif v I 1 M IS R RE 1) SRR S, . Il
(18 B SR o ML AE7 R R 0 23 R S 46 1) 2l N7 T
WS PR . A W Te L FE R IR EE T L il -
J2 538 18 (epithelial sodium channel, EnaC) 5 E 4t
JR 5 33 4l il Cantigen-presenting cells, APCs)
isolevuglandins (— Ff y-FR 8) & mle. #t i 5 T
NLRP3 (306 5 5 0040 FE T = B Bk sk A
I AR X TsoLG #7% NLRP3 (1) E A4 HL
HEAT B A, 3 — 3 [ 14 BF 5 1T B8 4 Sk AR A =
JE ARERBE B 697 U . TLR4 78 NLRP3 R 4E
AN R A R E R PR R, DT DLl i TLR4/
MyD88/NF-«B i #% I fb NLRP3 # it /N 4, 3 i
TLR4 shRNA X} TLR4 J&H A3l Ang 113551
VSMC ' NLRP3,ASC Fl Caspase-1 [ ik KF T
P8, VSMC 113 58 B8 1 7= A - . A i s R )
5 ML T R 1 0 P ke L PT84 A 1 £ i =G
HOAE B TLRA {55 006 04 105 200 Jt 75 22 1) i 1% 1
AR e, IR 3R AXL(— b 5% R0 R 2K 1 A A2 140)
i TLR4 Z [8) () 28 XUAF 5l i 1958 STATL, A48
S0 U E W 4 B b B EF 5 B F 1o Chypoxia
inducible factor-la, HIF-1a) % S5 B 4 B7 i A0 151 5%
e, 38 1 NLRP-3 R AE /MMA 9 36 1k L2 9F 1L-18
Fh 3 WA o SR Ao R A o 2 o e i 1
AT I8 B30 ) NLRP3 98 4 /A 1 76 Ak AT 58 J& — Fh
BT e IR R L B . 7R R 4, SIRT3 AT LA il
R R ROS M7= Aok 0815 HIF-1a, HIF-1a J&7E
S AR T 0 AR R g R R P T M A L R R SR
() S B SR 7 il 15 5 SIR'TS 19 B2k vl g
200 A 05 2 78 N A Ak W8 TR A B 8 Sy W TR A L 5 1 RS 2
JiL P9 F9 NLRP3 3% 46 Fl TL-1B Bl Th e o A2 ik IV 250 fie
JEOC AR A AR i R A R R . Y R
NLRP3 75 J5 & P i 1 & e AR 22 J 1 A7 76 5 1R
SRR R

2.5 NLRP3 RAE/MESOHUR O AUREN —4A
SETME O R, O AR Ok, Ok B2 F gE R
NLRP3 RAE/NMETE L WL 19 & A= & J vh ke #5 5 &
FEAVER . Pk A0 HLAK (dilated cardiomyopathy,
DCM) J& HF % WG Z —, Zeng 5 il £
FILEER DCM MR E /R, ZF LA BT ROS
WM B 42 TS NLRP3 &G /MA R4 i 2 1=,
NLRP3 5 Caspase-1 4 %l 5] 40 %] Dox % 5 1Y
NLRP3 % i /MG L AT, 758 Dox i 5 7= &

(.0 D REAS 42 FlL0 LA 43 B 5%, GIE W] T NLRP3 &
fiE /IMA Caspase-1 W% 3842 51 & 10 UL AH L A8 7 A
DCM & %5 2 1] ) T2 1K & . 32 J NLRP3 R JE /MA
TR AT BE 5% DCM B i R /Y. WL B . FEARE IR
I B9IR ST H L DL RN R 1 25 W ia iy i 3 1
KPR . (HA BEIE K I, A7 O/ 47 808 0 DR i
ORI T HEAEM . Yang 27 65 H
FF ST BR Ml 2 R 1 36 1k 2R 1 3% [ adenosine 5'-
monophosphate  AMP )-activated protein kinase,
AMPK 0 il 57804 T 38 A5 4 16 4 DR s -0 AL 1) /)N
B o B8 FOBUIR A) DA 4 5 o i AMPK/ H I
- I 400 A R L R 9 NLRP3 4 AE /MR T
BA O RGP FIGTRAE T . o0 WU AR b R i 58 &
UL B A E 2 — o AH i B RE i BAY O L BT Al R
140> D) E B 05 ] 8 A2 T B 1 7 I 45 4 PO IR 57
A WEFERR , NLRP3 45 19 TL-1B 300 7 e 75 24 0 AL
I 08 R DL o R AR L TL-1 Z R B A
(IL-1R1/IL-1RAcP) ¥ 1% NF-«B. I J5 5 200 I %
45 DL S W A A R T 5 B0 JUE T BB T [ X i R X
25 AR R T IR, B SO PEAE 2R T 0 BRI 7
SiE 1 /N UK N NLRP3 JE R & B0 IE T aE45 2 T
PRER B2 ) NLRP3 [] LA B i 5 0 JUL e 4
A s O H M O LK Carrhythmogenic
cardiomyopathy, ACM) J& — F 3= 2 iy 2 % A% B &
P18 3 D A8 S 1 et 2 P O g o T S B A
PEOERREM AL, KA ACM BENIES LT
200 J ok 95 1 0 JUL AR L AT 38 5 1) NF-eB {5 515 5,
NF-«B i 1k 7] £ i 58 5E F1 AL 40 B 56 T, 1 BH W
NF-«BH] ¥ #% ACM % A1, i NF-«B A Ll 4 &
NLRP3 # fit /b 7k (9 J3 2h2 . g% & % 3 B3
(coxsackie virus B3,CVB3) i i ## 1% 4H 415 H i B
%07 V5 NLRP3 S /MA B I Yu 555 3 i
SIS E T ] R0 B B i PR R /) B R I A AR 1 T
CVB3 i 2 s 2 P50 L5 rp i) i i 28 L A A 22
HLR AR R A2 S NLRP3 RAE /MK M T i % J5
S0 A A AR T IO LA AR A5 L A AT 4R AL

26 NLRP3 RAE/MES.OHRR RO
K2 2015 AF4 48 L, RE 24 2 000 oKW
B BRI IBORAE Y 2 5 AR B 32 SOk
KL NLRP3 SAE/IMATE Z2 T 26 B Y0 HE R IR
RIEBEEEAE . OB Esh 2 m R b e WO
K 22— HRm HL I 22 07 T RS Z i o 5 Ry kb
S AL TR B AT IR BN Ry 2O B Bl R AR Y AR L
HER B Yao 555 5 DAL T M & M0 B B8
(paroxysmal atrial fibrillation, pAF) B{ & #4 AF
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(chronic atrial fibrillation,cAF) & 52 149 B & 19 .0 B
LAY H NLRP3,ASC F1iE P Caspase-1 [
A BK &8 5 T80 B B Sl SR X BRZEAR L
NLRP3 ZAE /A AL 1 5 i, NLRP3 19 8 1 7K F
TRFEARAE, pAF 835 [ & NF-«B 185 #2 1k NF-«B
(phospho-nuclear factor kappa-B, pNFkB) % f 78
b AH L Z T, cAF B35 NF-«B 1 3% ik R % iR 1k
R, NLRP3 S A /M Y 5% s T ik s 2, 94
th NLRP3 {55 14 58 a] il i 51 & — &R 5 19 ;2 075 5
O JIURG 2T 4 41 fifd (cardiac fibroblasts, CFs) HJ 3G I
FE IS AL B0 L4 M9 ( Cardiomyocytes, CMs) 15 5
o 4 b, R 3 AF KB, R JE O B B3
(postoperative atrial fibrillation, POAF) & .0 iF F
AR DI S A EFE R BT Toll # 2 4K 4 (roll-
like receptors4, TLR4) \NF-«B DA M IS HE p2x7 3%
1K (purinergic 2X7 receptor, P2X7R) 1Y ik /K - 7E
POAF H 30, ix % B POAF #7480 5 NLRP3
WO B I S Ak A AL A BTSN, B POAF 38 5
pAF FIl cAF A~ 1 Al B8 A7 76 A WL 0 B o0 UL 40 MY
NLRP3 {5 5 #3% . Nl POAF 55 BE &) 1 5 4]
(1 TR RIE 8 Y POAF, 5 ;B K91 pAF Fi/
o cAFSY . BT UL, NLRP3 RIE/IMA S AF A
BRI R . RO AR AR OB R B LY
O AR R IR I L T8 A 0N O IE B R 20 K
TLR2 F1 NLRP3 RAE/MAE LU A TL-18, TL-18 B
JE 5O LA ML AP SE KRS 825105 Ak 9 35 fin 3
BOLHRH AR S BidER . {22 TLR2 . NLRP3,
R AR 1 5L TL-1R SR AR AL T, Kk MO
AR H I MR B AR, EHL ) MCC-950 (NLRP3 4 il
i DREE AP NN i ENCER 2 S B O R N 6 S
KAERY . CaMK 1T & 4% 5% T .0 JJLAE € (myocardial
infarction, MDD J& NLRP3 % i /IMA 0 80 , & 1
ANRLCEEM, Camk2nl (—Fh AEE CaMK T 40 i
790 38 Ao A1 4O LR A CaMK T 8-p38/TNK-
NLRP3 RAE/NE R 72 1 20085 MI 5 /N R0 %
BN T E M oL g it # (ventricular
VT /= M B 3 ( ventricular
fibrillation, VF) By 5 J& £ & b BF A1, LU
NLRP3 RAE/MA R 6 T7 48 fU7E 2 Fh 28 (10 2R
R GOR

3 NLRP3 R E/IMEHD &I F 5 O I 5 & 5w

tachycardia,

PUAEAR X NLRP3 4 AE /A 1 #0461 500 78 O il 4
AREERTPERMAS T SR BHime A 24
NLRP3 %5 /A 30 1 790 76 i R 3¢ B0 B A KL 4 7

B A0 3G 97 o0 L % ¥R 9% (cardiovascular diseases,
CVDs) % R. # & {3 & NLRP3-NLRP3
NLRP3-ASC #HH AE ] L ATP %5 4 Sl B i ATPase
1P S ONLRP3 ¥4 s 4l  Caspase-1 4] L LI &
HOR IL-18 A TL-18 45 7 X, MCC950 3 it 41 il
ASC ZERALFH W AL AR KLVE NLRP3 SEAE /MA i
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