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ABSTRACT: Cardiovascular disease caused by atherosclerosis is an important cause of death and disability in humans.
Inflammatory factors as an important risk factor has been the consensus of researchers. The Nod-like Receptor 3 inflammasome, a
recognition receptor of the innate immune system, triggers the activation of caspase-1 and the production and release of mature pro-
Interleukin-1B, an inflammatory factor, is involved in the development of inflammatory response. Including cholesterol crystallization,
oxidized low-density lipoprotein, hemodynamic changes, changes in plaque cell metabolism, etc., can cause inflammation of NLRP3
body activation. The study of NLRP3 and its related pathways can provide new ideas for the clinical treatment of atherosclerosis.
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FF4u 45 Toll #3244 (Toll-like Receptor, TLR ), H #&kiZ {4k
(Mannose Receptor, MR ), FIWZIRES & 1) SR R AL S5 H Sl 52 14
(Nucleotide Bingding Olidomerization Domain-like receptor,
NLR ), NLRs Jg&:—F gEAb i B2 DR ST B MU BSZ A 5000, FLA5AE 0 -
FhE] 2 NOD S5k, BEA 5 A By FERALSONL 5 N I P F
(Pyrin Domain, PYD )zl caspase 5544 f4)15{( Caspase Recruitment
Domain, CARD), i/ 5 FF{E 55, T 5 C Sy 5o &R w AR 451
I (Leucine-richrepea, LRR ), F T - 5l fid {47, NLRP3 {E W
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N2 . NLRP3 FE#B0E Z /i, 2 B HR A 90(Heat
Shock Protein 90, HSP90) 42 4bF F Bl il 4R , NLRP3 it
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ZAKA S, il iE R R F NF-kB (Nuclear Factor Kappa,
NF-«kB) &% [19% NLRP3 JEH ik, 5 (55 WniEkES
(Activated-stim ulation Signal ), Hl ATP, ¥ 4 %4 (Reactive
Oxygen Species, ROS) . JIHL [ gy 4% | IR %% B2 g 2 11 4508 5
NLR f28 44 , AT 524 ASC, {5 caspase-1171,
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FaE™,  HAh, BT AT R NLRP3 S LRI Arglabin
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JIEL T Bt . EAGARR BERR SR T L Il Bl ) 2 AR AR &
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N F IL-1 FGAME T, IL-18 IL-18 py YA, BiskE
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IHPEREAR . 2RI Asm LR T AS Py PRI & 45 CHE A
Mo BRIz Ah, SRS W % 5% K F NF-E2 AH G453 2
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SRIER R SR (BMDCs) JLiEH 24 /NiF, KI5 UiEES
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BT R F B FFLE 57 W5, il B SRAE IR . BT BN
VEJH 5 79 5 40 M5 10 2 o AS P A 40 B i B 4 i A
A fiB & NLRP3 S E /MABOE 0] 16 fid & R 22— BF5ER
B, {2 AS I i Atheroprone Yt i i &l B2 A 7 ¥ i JR 14 2 1
(Streol Regu latory Element Bingding Protein-2, SREBP2),
SREBP2 2 55 {H [& i & i % LDL 5% B 4 3704 P A (] it i) S
fiir ,{H > SREBP2 23k 358 5 & i B[R] VE FH s, FT 80T 9 B2
T NLRP3 S8 PR44, MBI RE R 7, SB0N B2 il 8 4
15 AR B KRR AL BES AT B, B SR IAA IXF m  3h )
2R G R Y PN Bz T AR R (9 15 0 5 v AR I £ P e R e
TE T Nk ok AR AL AR B ) X 38537 o
34 RighgEHE

TE SRS TS V0T AR 52 440 B R I e 4t P v T A 2 S TR
i, Bl “Warburg” 3N , Fe SE 78 R ZHZL Bl B 1, 2ok PRI I
YRR =R BRAB A I ], WIS A 15 , ATP BT 1S e,
WFFE R, ARSI 2- 1 0 0 (2-DG )Xo M 1 fige 1) 410
s, EWRANH g LPS BT 175519 IL-18 mRNA =45 J
o T EVEARME LPS B , PKM2 51 i SHE A1 A0 , =
FOBEER A ) LR A B, AT X NLRP3 A SE AR 16 1L
IL-18 ARG ™, CA BRI PKM2 76 E WA H X INLRP3
SAEMRIIEALAE T, SR PRKM2 J5 PRI s 48 Rz 3 i S 0
S, R BT LA NLRP3 SAEAR%T IL-18 A4IH1 . 2 5%k
bR PKM2 B, .77 LARH WA Py NLRP3 3G, 25 L fnidk,
B AS AL FT LASEMA NLRP3 SERE/IMA R0 o
4 RIEBLMERIGIT R

R Bt X 4 il NLRP3 58 A 1435 1 1) 24 ) 48 2k 4 T
Hio 1 MCCO50B9F Arglabin®, #5245 %4 kBt NLRP3 41
0, AT LGB IL-18 F IL-18 Ak T8 8 S8 , 18 27 i oA
BANGIRIE 538 BT AR 7T (Atorvastatin ) B 71) Mg 4 it
(Allopurinol )®", — 435138 33 1| HMG-CoA 4 5 il A1 5% 1S
WS AL , 0 IR TR % NLRP3 A SER A4 FH , AT
ZISLYIEAE X NLRP3 R4 /MAIRE . H TEHRTSE/MA
HOE TRYT T R R E T SHMZGR R & ) IL-18
ZRE . HE, IL-1B 2VF Z RYEAAR =4, HEER m
IL-1 7] 5 S BOHL 2 MR (0 18 n R bgg 174 2 A KU 384
I, X T ARAE IRAR RS T e B 0T T LAY NLRP3 H A%

5 BEERE

NLRP3 /MR Z R JAE AR LI, 25 T AS 4
AR A T AELE SRR R AL AU X R~ A M
JE&, Tl IL-1B 15 AS JAE B hin i d 2 (0, LI AE
ASM & [ i [7] 5 1A #0% NLRP3 | 1fil 3 85 77 2% () 5 % i A
SREBP2 X > NLRP3 RAER AT HLAF1 NLRP3 X AS A5
AR K Warburg 00 ek AE B 7 T AR FEERAT 18T ) R B
FIZEME . fHIR NLRP3 SUAERsE HAE FI2H 7015 AS B AL
T3 W, RS S 22 BRI R i AR L B3
h AS BUHABARAE PSR AL B AT B ] FAEL G
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