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(Abstract] Inflammation is the main driver of cardiovascular disease. The NOD-like receptor protein 3 (NLRP3) inflammasome
pathway plays a key role in cardiovascular inflammation and participates in a variety of physiological and pathological processes. It
plays an important role in cardiovascular diseases such as atherosclerosis, hypertension, myocarditis, myocardial ischemia —
reperfusion injury, acute myocardial infarction and even heart failure. Cardiovascular disease mostly belongs to the syndrome of
deficiency in origin and excess in superficiality. Qi deficiency is the root cause, phlegm turbidity and blood stasis are the
superficial causes. The treatment should be based on “strengthening the body resistance and eliminating pathogenic factors’, while
inflammatory mediators belong to the category of “toxin evil” in traditional Chinese medicine. The invasion of toxin evil can lead to
the disorder of viscera function, the endogenesis of phlegm turbidity and blood stasis, and the depletion of qi, blood, yin and yang.
The compound and its effective components of traditional Chinese medicine for tonifying deficiency, inducing resuscitation, clearing
heat, promoting blood circulation and removing blood stasis, regulating qi and resolving phlegm can reduce the inflammatory

response and inhibit cell pyroptosis by inhibiting the activity of NLRP3 inflammasome pathway and the expression of related pro-
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teins, so as to effectively prevent and treat cardiovascular diseases.

(Keywords]) Chinese medicines; cardiovascular disease; NOD-like receptor protein 3 inflammasome pathway; compound

formula of Chinese medicines; active ingredients of Chinese medicines

U L& 9K (cardiovascular disease, CVD) YK
WAL 3 S 2% 0F 2 Z R, 5 2 A&
CVD 1y 29Kl K 2 40 5 4 52 17 Re 6% A &80iR T
CVD, #AT NOD 32 & #4145 A U S8 3
(NOD-like receptor protein 3, NLRP3) % ¥ /IMA Fl
A 5 B8 AT e 7 A B Bl 4 2 | DT 3 T A DG BE AT
FE R H (apoptosis—associated speck-like protein con-
taining a CARD, ASC) 57t 2 W2 & 111 i -1 (pro-
caspase—1) 45 &, 1 T > e 24 2 25 11 B -1 (Cas-
pase—1) , fit #F (1 41 g A & -18 (interleukin—18, 1L-
18) . F1 41 Jitd /~ Z —1PB (interleukin—1pB, IL-1B) K B
T B T e 4 RE S I 1 O, BUSE IR, 5 S A
Ji R AESE T, Fy L T NLRP3 nf /£ 6 CVD Ry
Mz —,

HRE A JTUJE T S A TR P i
Wi, AR 2 A BE SRR, N AR RO AR B B B
S AR B BOR ML, 7 8 W] BOVE T 2 R ZE AL HRR AR
WA RS AT R AT, B 8 0] % Ak S 8l A AR T
TR EE 2 22 il 46 A OIS I, 8 bt i B 45 9% PR
M fk , AT 2 A5t 3 BE 7 B 98 il 8 1t 45 — R 571
MRS . P EE2FR, CVD LB AR B FR S22, IS
FE AR LR I A AR BOR T S DL PR IE AR AL
RN BL A5 5T W NLRP3 4 /)N k38 f% 7
CVDM R kb RyEE EEAEH, By nl s
238 [ B I M T T TONLAAR B 2% 1 A B AN B AS
XFB7 6 4 CVD A B L3, AR S g, 21
it NLRP3 4 ¥/ TE B% B 16 CVD it oe , &
FE R EE 257 E CVD $HEHr 0 B A 15 S it

1 NLRP3 #1&E/MME@EES CVD

NLRP3 R PE/MEJE —Fh Z RAKMBE A 25
Y1, H NLRP3 ,ASC Fil Caspase—1 411 , 3f-) 12 £ 7E
FALPRA T bk EL40 M B bk U240 A R 200 B R 1 4
I 25 55 440 L v T O ;200 4T 3h 4 3 b 4
530 Caspase—1 BT , DI 3 52 5E 40 L K 11—
1B i IL-18 ARSIk , #E T 5 A& 98 5E S, 3385 —
Fofr L]V 200 1 £ T B ARORE 4 B AE TSP, NLRP3 4 PE/)
PGE B I OE AL AR A M S AR g L R R AR, 2

NLRP3 S E/MAH i 9 ) 2 {55 35 22 i SR P s
R 40 i PR 3 AT IO e s A% A T kB (nuclear
factor-«kB, NF-kB), 1755 NLRP3 FIF{ 1 41 g/
K -1B (preinterleukin—1, pro-IL-1) i ¥% 5% , Hi# 5h
155 i R LE ) (0 K88 73k (20 % iAL 3
R AR A SE RNA FVBURL 4 45 ) 0™ 28, T fie
#ENLRP3 R PE/NMAZH %é  Caspase—1 19 H 3K I &I 1
PTG LA S IL-1B8 F1 IL-18 4309, 4 8 NLRP3
2 M /N TS J2 th iR 22 B (lipopolysaccharide,
LPS ) it i+ e Y s g e A0 2 S 1 v i e 1 ot
Caspase—11/4/5 {2 £ 11 J % D (dispeltin D, GSDMD)
1) %4 fif A v 1T B % % 2 1 B 1 (high mobility group
box 1, HMGBI ) ) R ik 1L 4% fil A 40 i £ 77, 348 vl 3
it Caspase—11 i pannexin—1 DL #F =5 R i 11
(adenosine triphosphate, ATP) B, 1755 Kt ,
M BK 2l NLRP3 % M /IMA 41 %6 {2 iF 1L-18 1 %
JiC, A NLRP3 58 PE /AR 72 N BRA% 240 1 v # i
TG, LA I LPS, 7] B 34 75 22 52 1A A T AR 1T 0 22 &
1% /71 24 % £ [ 1 (serine/threonine protein kinase
1, SGK1).Fas #H ¢ 3E 1= 45 ¥4 3 2§ 11 (fas-associated
death domain protein, FADD) fll Caspase-8 k& 5
WA

HATIA Dy, CVD #95% H s BL+ 53 2 2% ,NLRP3
RN FEAE CVD KRB OFE A D5
8, 3 Bk o RETE AL (atherosclerosis, AS) R EE MO L
R =ML (hypertension, HTN) 2.0 IUESE (acute
myocardial infarction, AMI) | .C> LS I P 33 453 45
(myocardial ischemia reperfusion injury, MIRI)#E %
0> 133 (heart failure, HF)%.00 if & %95 5 NLRP3
RN/ I 2o B T B AR DG,

PAE S CVD &A= F1 & J& i) 32 22 5K 5l A 22 11
TP E  NLRP3 e PE/MAAE Sy g it 58 5 Je HAH S 9
T A9 I IR 2 JRE ) E BER Ak /A NLRP3 5 /M
Al PE Caspase—1, {2 #f pro—11.-18 & pro-1L-18
JA, 1 TL-18 A TIL-1B (33K, 51K I A5 BE (1 ¢
E SN, B 3 B0 AS BEHAYIE B, IL-18 n] ik
LA S ¥ LA B (vascular smooth muscle cell, VSMC)
FIN 1z 4 (endothelial cell, EC)H 2B 43+ 09 43,
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T3 A4 L SR A% A e o A RE Y SR AR R
VSMC il EC 2H 2% 5] A s v fivh & e £ DR R A i 4
i PR 0 R e, 32— 2 o T I 40 R 114 R RE S, B
M AS B &R, A BFFEIESE , NLRP3 4 /A
AR, T 38 8 HL R I NF—wB 352, 380 A7 0 3 R
T3, A 3 il 0 kST WLZE M3 5, DAS S A AR T
AT o el ' U R i A £ ) g B A B A HTN i
15 %A, ERTUGLU 48094 & 3L, T4 NLRP3 4
MR IR A B, BIBH W T ik 2 55 4% 1 i) NF«B
T, R VE NLRP3 Al IL-18 HIFRIAAKF - BB &
20 it PR 9 KO- | i 2 8 28 R URME HTN ke
F I 55 4238, B 5% 25 B3 9 2 1T fith % 0> L NLRP3
9l NLRP3 S PR/ MA BT , DUSE HFIL-18 FITL-
18 [y A T Th17 40 M2 55 1 B G A58 0 A ¢
() T 5 Bh AN R, A TL-18 244K, 76 1L-1B il
R AL L 404 25 -17 (interleukin-17, 11L-17) .
H 40 i1 4 % 22 (interleukin-22, 11L.-22) % 498 5E 40 i
7 DI 5 59 7 MO LR I R AR, YU A5 HIE
52, Al SE A A0 NLRP3 48 /M, BH BT Caspase—17F11
Caspase—11 /- B AL AE T3 A%, 40 .o BIE 8 E A1
O LA R A5 O, DA i B MO LA R R . Ut
Ah BB WS KB, NLRP3 R AE/NMAR B | vl fi o
NLRP3 4 MK 1) 20 %, % Al S i 24 i NLRP3 % 4
I TR pro—Caspase—1 )% A7 P Caspase—1 ,
B o5 K 20 B A% pro—1L—18 . pro—1L—18%% fk il 24
1) TL-18 F TL-1, e 23 3k 4w P 480 0, %
SR RPN 00 Y| Vi NI 3 2 o L
JIRAR, 18 HF %5 U0AH5C . th4h ,NLRP3 % 1
MEE A SRR AE Tt S 5 AMI A K AR & e,
ZE bl g, nl s 4 NLRP3 48 1 /0N i % 1 A3 5k
Bl i 45 Fl CVD,,

2 7T NLRP3 # /MK IE KBS CVD

2.1 FZFH NLRP3 H M /IMEE B BB AS

AS & — B0 5 E PR W B v A LR
{8 B BEICER | AL B 240 B3 10 - LA L )
T 5% ¢ W v LT s s ot R R R 6 A 1 PR 2R S
AS 11 32 AR B R FR | 3 B T R 38 2 A2 30 EC i
A, 5 % NLRP3 481k /IMA I 8% ) 80 | f2 i 11—
1B IL-18 WREAL , ek, 2 3119 EC FIB R 7+,
SN B AN PRI N DA b S T L 9% 4

WG B, 748 BC TR 200 A i 2 96 TR 40 i i AT T 0 R
i IL-18 F1 TIL-18, 51 & AR AE S N, Aie 32 V- ¥ JUL 400 Jfd
(smooth muscle cell, SMC)iE# Fl 5 , I REFE
BEH I BUET 4E 3G A M, TS| R AS 1Y K
BLHNUS, AHSCHIEFE R T AR B T AR M
IR 11 0% i 26 vh 285 1 52 05 K AT RO o3 vl ad it 1
TUNLRP3 4 /N i 6 i A 25 Bl i AS!™,

2.1.1 P24 A2 5 0] T B NLRP3 48 P4/ 1R 3 % By
10 AS  CAT A0 R Vi 05 S5 PO 58 R, o 32 ik 7
] i BEAR L TE =T H 9l (triacylglycerol, TG) . JIH
[if] B (cholestenone, TC)FIIK %5 B i 25 1 AH [#] B (low
density lipoprotein cholesterin, LDL-C)/¥ 7K | o35
i AR AR, JFH ) 0 k21 2 NLRP3 58 # /A
223K, U0 I JRE IR FE I T —a (tumor  necrosis factor—
o, TNF—a) Fl IL-1B 44 1 & &, b n] g 3 M2
YL 240 A A R A M R B AR AR A, DA
IR AS RYFERE T E BEHR . LIU A5R1 K X i Al 2512
WIS T8, 0 e % 3 5% e 4 Tt 3 0 AIK NLRP3 |
Caspase—1 IL-1B ASC . IL-18 ZF T AH & L K 19 7
it AR IR EE 1 (oxidized low density lipopro-
tein, ox—LDL)% 9 1L P9 B 40 g £ T, 30 i NL-
RP3 RM/MAR IS K NF-kB B BERR L, 9870 2 A
PRI 7~ ) B, DBl I PN B 488, DA T k3 AS
JIN 5P SE R IE , 1 PR 117 7T R AR S 20 i Ak
# 11 (monocyte chemoattractant protein—1, MCP-
1) NLRP3 il TNF-c 45 5 fiF 41 Ml P 7 (9 K-, 00 3l
RAE SN, fie i M2 WAk, D I T DU RR R L, 4 /)
BEY AN, D AS RO BE RS —AE PRI Y L R, B AR
X 3% 37 ] W il NF-«B/NLRP3/Caspase—1 {5 5 i
BTGP, D2 SAE IR - B BT, 410 ) e A i AR T
AR AE AS [BEHe  fa] B 25 2k B, 3 Bk R
] 3 R R B R SO NLRP3 B 5 AE [ T 11—
1B IL-18 1Y &, DT 2 35 12 P O B2 38K, 10 o 2R
SE SN, D8R AS BRI, A WFE R, DUib 5 2 n)
¥ NLRP3 K& H 14 TLR4 )33k , 30 ] NLRP3
Ui IL-1B Caspase—1 =4 NI e A i A2 T,
FUE AS IUBERRPS, UMl 3738 13 14 4% NLRP3/ASC/
Caspase—1 15 53 #% 117 A 28087 160 PRI G I 20 Ik ok
REREALT, 19 XAR R rf 28 B 348 Il IF g Xl 4 il 3l ik
NLRP3 & M/IMA WG Ak, 18 /) Caspase—1 ,ASC IL-1B
Ko IL-18 W335, BEAR A AE SN, 05 1L , 4 /)N B
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PR, AT & HE BT AS 1R 21,
2,12 A ROR A T T NLRP3 R P /IMA T # B
1B AS  ZHAO FEPF5E & B, 5517 Al il NLRP3
SR/ IMAE B TE T R IS A R R B -1 (vas-
cular cell adhesion molecule—1, VCAM-1) 4 s [a] Zh
[f43F—1(intercellular adhesion molecule-1, ICAM-1) .
IL-18 Fl 1 41 it /- & — 1 (interleukin—1, TL-1)3R ik,
Tk AS, WF5ERBT, 5 e R KO BRRmR AT A
Py w2 A 4 A 0 3 A6 B 1 (adenosine
monophosphate—activated protein kinase, AMPK)/NF-
kB/NLRP3 {5 il #1914 5, N W TGF-B1 IL-1p A
1L-18 %5 R AE B 11 Fe 3k , 30k 2 ik v 9 4 i B
I TITAT 2800k A ASPI=321 ) 5 S A5 S 56 M 3R T
1L I NLRP3/Caspase—1 15 7 38 B (%) 1% 4 , 4100 il Big
J A B W A0 A 9 TR S ik Ak, FRAIR TL-6 TNF-a |
IL-1B %5 2 4E ¥ M 4 M 45 128 11 cleaved —Cas-
pase—1 [k NITEEE AS Z) iR BEHe . T B g 4554
KA EE T I AT ] NLRP3 {5 538 3% 19 3500
A F 5 g 40 P 1 s, b R W 4 L ABCA1/ABCG1
[ 23k, W R 4 RN, A i D W 4 i Y TC HE
M & BT AS (AE T .
2.2 WZT I NLRP3 1 /NMEE BB & HTN
HTN A REAE 2 4 ZUR 980 48 i NF-kB 7K
Fh, 1 NF-xB AT #76 NLRP3 R E /AR i, LLGK
8l NLRP3 RMEARL%E  fEE TT-1B 11-18 Fl Caspase—1
ARSI, INTTTZS 5 HTN B A& AR, i PRl 3% 1 £k
P AN AR T P PR R R 2 KA
RO 43 P A NLRP3 & M/ 0458 B% , M\ i B7 i
HTN B H I S0 8 4 B 45 4500
2.2.1 & 7T NLRP3 48 1 /) A i By
iH HTN 35 A S5 PORE 5 K B, = B0 e ¥ ] il ok 9
97 Toll #£5Z & 4(Toll-like receptor 4, TLR4)/NF-«B/
NLRP3 & P i 10410 ) Jg Ji 21 e DOAR, el B /N Bk
B S kAL, AT Bl IR HTN B0, LU Z:07%:
PR, 355 1 Vs PR O n] a i i 4% NLRP3/Caspase—1/
IL-13 %430 % A 3% 14, AT A AR It s, 490 o O g
RN A: BN M HTN T80 IR 4k
222 A ROL T NLRP3 48 14 /A il [ By
1B HTN  BAL 5P 3, 1 22 7 i T 4 ] NLRP3 |
NF-kB ()35, FE I Caspase—-3 Al IL-18 B 7% i, A
17 B ARG UM P, 2 3% HTN S 300 .0 D) iEAS 4 ZHANG

SEMESE 725 K R AT NLRP3 4 PR (14T B
56, 980 HMGBL BB, DA T 22 fff 1l 45 55 K R
Il (Angiotensin I, Ang 1T )% S 09 I 5 P 2 D) fig
BEf  BEAS HTN (9 % 2E . HAN 5RO | 223 R4
il Ang 5% VSMC BYiF#% NF—«B i%ift NLRP3 3%
ISFIL-1B 7= A BRI 0T 4 J@ 8 1 T 9(matrix met-
alloproteinase, MMP-9) ¥ 3 ik DA J & g ik )2 )&
JE AT 902 L A W I
2.3 WZ5F T NLRP3 28 /MK 18 B B 34 O AL &
O LA S — il JE S8 SE PR | 38 5 b 4 i

T R B IR S B A T SN g R T A A
O SR — b i Y e R S LR, T DR A e e
2l Iy o NLRP3 48 /IMATE O LR 1Y %
A AR R R FERZ O AR IR, T 2 5 05 KA RO
G338 X NLRP3 4 P /M 8% (4 98 5, BT & 44451
O WL AR R
231 5 R B NLRP3 48 /N R 38 # B
BWOMR T — AR, S48 0 G WRT
Wi AT 2 1 O WL A8 R84 A0 AT I 4 NLRP3 & P/ ik
B e S T2 AR S JAE I T TL-1B  TNF-a #2634 7K,
O WUARE K2, DT 9802 o AL 240 L 2 P45 5 . 16
ZL e SIS R R, BEES TR SV P A NLRP3 %
AN B 3 T e TR i 4% M SE B 0 G IR B AIR
IL-1B IL-1  JLFER #4 /i [7] T/ (creatine kinase—MB,
CK-MB) 20 WU & 1 T (troponin 1, CTNI) 3%
IR 40 S HE K20, DA T 2 s 2 O LR 5
R IR, BRABCSE SRS RS T SR T
T8 NLRP3 . IL-1B \,TNF-a . N ¥ (malonaldehyde,
MDA) .CK-MB £ CTNI 47K, 1 i 4 Ak 1 5 4k
(superoxide dismutase, SOD) 1Y 7 & , i i B Ik
NLRP3 M /IMA I 238 7K1, 30 T % 58 1 Fn 481k

IO TR % ) ST, DADBURR O LS MR A 405, DA A Ak B
BRI .
232 WA RS T B NLRP3 4% /N4 38 1 B
HONLR R BETE EWE B, K B 5 K Al 45 AMPK/
NLRP3 {55 55 i i 16 1, /N Bo L4 Bel-2
HE T p-AMPK/AMPK BY7KF- T PR LR B U (lactic
dehydrogenase, LDH) .CK-MB ASC .IL-6.IL-13 .NL-
RP3 & Caspase—1 # [ 19 & & , DT A 200 9 5
PO LR FE 0 U . PR B RO 5 3R B A
251 AR VMC /N BLC L 2 cleaved Caspase—
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3 .NLRP3 ASC ,Caspase —1 & [1 % ik LI & IfiL 3
CTNI ,CK-MB 1y ¥ i | AT UL AT 25 7T 5@ i 3 4%
NLRP3 {5 538 [ (35 1 1M 2% VMC /N B O LA
1 . ZHANG S B LT 4% R 7Tt 35 P Ik NLRP3 |
IL-1B .IL~18 J Caspase—1 #& 1)k , ] NF-«B
I [ I M 30 A 0 LA RO T, DT A AR e O
W% .
2.4 WZTH NLRP3 &1 /NEE BB E AMI

AMI J2 iy F 56 bR sl bk 3 B0 20k PR ZE 20 I P
Z I LR T BLIRBE 5 B0 WE ) g 32 40 ) — Rl
A A R A A i S o O LA B L T T T R
2 AMI &9 9 B2 i & R 1 NLRP3 4 1 /)
PR P 3G 2 3 BT TR M R S % A ) S R 81
JFEs A T A2 v 2452 T il i 6 NLRP3 R
P /N AR S8 B 1 200 3 TR B TR AMITE-SA,
2.4.1 5 J7 IR T T NLRP3 48 1 /I A [ By
I AML R EE H R 0 AT AML R,
Mg TL-18 IL-18 1y & it SO WIZHZ H Caspase—1 |
NLRP3 7K 11 5 25 B AR, Bk —T0 AR 3R e 0 WO JULAE
U TH AR B S a0 WU Il 1 490 DA, $ R R FE AP
PRI 8 o 410 ] NLRP3/Caspase—1 15 5 [t 11 Jak 7%
AMI KB WL 405 . HOU Z550% B, S in Jg 45
55 0L T AR AMIL J5 A5 BE X C-X-C R0
T2k 4(C-X-C chemokine receptor 4, CXCR4) .
NF-kB.GSDMD & NLRP3 [ 23k K-, i 1L-18
N IL-18 By 3RIK , ITA R G AMI, LI SPHRE
S0k ] T 8 NLRP3 ,ASC Caspase—1.1L-18 K&
TL-1B A 7K, 410 i 0 20 B e 1k AR 5, M T
A B IA 2D WLk T, ZHANG 25525158 | RE 17
i 3 # il NLRP3/ASC/Caspase —1/1L-1B 2 Bt /) 3%
WD RAE IR IEZZ 0% H T I Caspase-3/
Bax i T2 71380 8%, AT A 280 A 40 B 0 T o
WAL AR S
242 A ROR S T 1 NLRP3 R P/ A 5 % B
B AML B SCEESE Y & B, ok 3% F R T A AMI
O AL NLRP3 2 P /IMA B 15 2, 1870 TL-18 R K]
T AR, B TL-10 B ERKK P AT s 0 IL R
P, W0 IR FE T R, k4585 S BUR TR AR 2
BT AMI KB 25 3 s, KRG L4 2% NLRP3 |
TLR4 % F 73fL P 7 88 (myeloid differentiation fac-
tor88, MyD88) .NF—kB p65 K Caspase—1 B 7K - ik

FREAR, KRB0 WU ZE T AR/ | B8 78 TP 2= Al 3 ik
P TLR4/NF-xB/NLRP3 {5 5 18 % 1 75 M | BEATR
E RN, I8 AMI 51 .0 LA PR A5
2.5 HZFH NLRP3 &t/ E B8 B 8 MIRT
I Bk 2 A 5T IE 52 NLRP3 A 31 R AE
A ML FE T ZE MIRT e 2 OGS4 T, FE4m i 700 v] A5
Rt MIRI®Y, bR 75 A HA0 3 ol fl 9% | i %
Ferh 2 E T BILA RO 4 v 4% NLRP3 22t/
{438 % 1 & #E 9T MIRT 1 el
2.5.1 25 I T NLRP3 % /A 38 1% B
G MIRT 28 R AFPOIRF 5 e 90, It 38 .0 FH 25 5 Al 4%
O JILH NLRP3 9 35 M K 5T i 248 B 0 72 £ T2 40 5%
3 N ¥ 5 GSDMD | Caspase—1 IL—1B I IL-18 f) %
ik W/ WUREBETH B, DT A3 45 22 i R B MR,
X S 0M % B 4 A P T U8 R B MIRT ) 92 E 2N, 20
& MIRL K BRC U3 , 40 O L0 B 0 1, JE A
ML AT BE 240 ] NLRP3/Caspase—1/IL-1B 15 53 %
(14395 T o HEMDHE 5558 B, PSR BORE T U NLRP3
) 26 38 7K F, 3 NLRP3 4 P /MA TG AL | B A% 0 AL
Caspase—1 BB, WD 20 N T 1L-18 IL-1B
A, B0 ILZE 28 ROS RINILTE MDA ¥ i, M
MR AR R PR AR R T, Lk 2B G MIRT
(4 E 1 OWANG S50 B, DU b 55 22 1 o v ml 3 f 1
il NLRP3 48 P4 /N A A5 5 36 3% 1) 3% 1, /b T1-18
IL-1B S5 50 R R, AR O L ZU MDA 1 &
$& 75 SOD W7k P, DT #e 3 MIRT K BL.Cr AL 20 24
A5 R 5 H AR AL
252 WA MU H NLRP3 4 M /N A 58 7 B
1A MIRT  WF9E3RB, AEERR AT FE (% NLRP3  pro—Cas-
pase—1 Caspase—1 ,ASC .IL-18 I IL-1B )& A %
K DR/ WURE BE TR AR, R AT O JLA0E 40 T 1) 255 3, 4
E O YIRE , 7R R R 38 2 410 ] NLRP3/Caspase—1/
GSDMD i % 1M A &5 0 40 LA A 5252 MIRT (1) 52
M), Y68 A 4 i S 7 T4 A g 35, 3 T4 s L4 21
NLRP3 4 1 /1N A 0 380 105 0 41 B 45 T A1 56 {5 5 1
M85 MIRT f i BEI-6n - LL 4521 3 48 58
it T AMPK/NLRP3 (%15 % i #% , {2 i#f AMPK#§
Ak, A% NLRP3 . ASC \N-GSDMD 5 & , )i/ 1L-
1B Al IL-18 MBI, BEAE ROS B 4034 25 11 A B AR
F# 1 (thioredoxin—interacting protein, TXNIP) )3
IRIKF M0 O 2 LA A e At B ol AL &
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FET, BT IA MIRL, WANG 254758 | 745 8 £ vl il
i NLRP3 {5 53 #1930 , T ) NLRP3 ,ASC #il
IL-18 WK sl O U SR TR AR, B O IE D RE , A
1M 4E 2% MIRT (3 J . B3 H SS90 R 30, 2F 75 5
S ] B YO WL 2 TNF-o IL-10 I1L-18 %
JAE P F 17K K ROS NLRP3 . TXNIP Caspase—1 [
We B I R AR 003 O LI 09 7K 7 s/ 0 LA B8 T
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