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Abstract

Atherosclerosis (AS) is an important pathophysiological basis for cardiovascular and cerebrovas-
cular events such as coronary heart disease (CHD) and cerebral infarction, and is a chronic mala-
daptation, caused by the interaction of endothelial dysfunction and subendothelial lipoprotein
aggregation, and is an irreversible inflammatory disease. In recent years, studies have shown that
the activation and activity regulation of pyrin-containing domain protein 3 (NLRP3), a family of
NOD-like receptors as the core of inflammosomes, have important physiopathological significance
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in the process of AS. The inflammatory properties of atherosclerosis have been confirmed, but the
factors that provoke inflammation of arterial walls remain largely unknown. During atheroscle-
rotic formation, several hypotheses are associated with arterial stenosis. The oxidative modifica-
tion hypothesis is related to oxidation and antioxidant imbalance and is the most studied hypo-
thesis. Based on literature, this paper analyzes the effects of NLRP3 inflammasome and oxidative
stress on the occurrence and development of atherosclerosis.
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1. NLRP3 ZERE/MALEHIZH AR,

NLRP3 (NOD-like receptor protein 3, NLRP3) % AE /M (1 41 BB 43 B NLRP3 & — i 2 22 1 41 g Py B =X
WU AR L B 8 2 D 2R R A& 2 R 2 1 47 S48 (A S C) I RS 2 1 e JDE B R & 2 R ok 11 1l -1
(pro-caspase-1)#4 %[ 1], NLRP3 £, 1 N ¥ pyrin £5#438(PYD). 1 RAZE RS & R 45 HIB(NACHT 4544
WA C iy E & & MR S5 I8(LRRs) [2]. ASC & H PR IR AT 1A Z IR 57 14 5 ¥ (Caspase) 54
B(PYD A1 CARD)H I fEH 87, EILE 755 NLRP3 Al Caspase-1 MHEAEHI[3] [4]. #Wib)a,
procaspase-1 I8 L /i JE 1 1) gasdermin-D FLA A 0EE VAL A Z=-18 (IL-18) A1 141/ 2=-18 (IL-18)(1)
VISR 53 WA (510 FEAFIRAS TS, NLRP3 HAE/IMENE R MR RR CRPENLE],  4ERF NLRP3 SORE/MA
TR XS T BT AE A S M 2 EE (6] LIRS T, NLRP3 485 /M PR A #8725 ol DR 2 ot
B CAE 2 Fh 5 RVEAROC ) AS Ik Jad 7 vk 21 8 22 1 R IRIE/E A .

1.1. NLRP3 REE/NMEFELIER

NLRP3 RIE/PNMRRIEEE TF KB ME S, BBEsFEGE. M55 R3ES, 2HEEER Toll
B 52 B I BERE LR F 33k 2 Fis A O A% R -«B (NF-xB)25 2 FlE S R, 440 i P B 3R 31 32 4404
FE VRN SR AAAE SG1 J3 TR ORI 493 A OQ 1) 70 7182 20, i3k M0 NLRP3 BA A pro-IL-18 1 pro-IL-18 f1%%
K[7]o HZAME SR Caspase-1 HIHUE . A 2 FllEAT LLEGE NLRP3 R AR L35 40 B A1 H B 7 FEg
. OWEARRSE RNA. ATP. KB FH . 35 A(ROS) S B /A5 {5[3] [8] [9]. ik NLRP3 #H 5%
pro-caspase-1, JFHHYIFIBGEMEL . Caspase-1 #4 IL-18 1 IL-18 73 53 e AL A EATTHI G B 30 TL-14 #1
IL-18, #E— BB anush=sia], 708 eAIsaT Rk — 2 i % Thae[3].

A —A “HEHL8” NLRP3 & PERBEGE@ETE . it v PU e FITERSE N A 4k & I ) caspase-4/5 B/ B
caspase-11 PLisFr e VEANSE A ) B 5 07 T 5 22 [P PE4H B S ) s 2 BE(LPS) iR it A 456, 3
SR MBPOE[10] [11], caspase-11 P FMHET:, —MREEFHEMMEIC T, IF4r 20 B 812 A\ 40 a5t
HIAH R I SR A . AT, TENERZRIMUAEAR], I 21 caspase-11 iHL & FEUATE, LPS X4 1175 42
fi & /NBR. caspase-11 VL HIME 5. BRI S, caspase-11 XF ILERALAISNER LG G A B N, 1 PYERCRE
LA RBEATIN R, A B R 1R 22 v ok B VG ZE R AR AL T — Fh Rk EENLE . FEIR N JE 3] caspase-11 #42 3
B A RN Tlrd SREA /S BB JS I LPS B iR AU, 1 Caspl 1 RGN RAHXS I 245[12]. A caspase-4
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Y caspase-5 /N R 1 caspase-11 REHE K RIGH M A LPS RISt 1 FATTAHTRE 5 22 PR S5 447 &
MEIAIR[13].

1.2. NLRP3 RAE/MEST RIBK IR L 2 4 % RETF N

AS BEHAZ ot — 2 & 5 e TR 0 225 S R4 9 B Al 78 26 1 T LA B B e, RO 2R 4 14]. 4
JiL P A1 8 i S O RR A2 ik 2 K SR RS () S BRE BRI 3R, JRL AR 200 B ) S SR SR 2 T2 e 8 oA A e A RE )
SR BR PRI [15]0 b1 My S T LR B ik 9 BROR, P LA R 22 4 2H 23886 A= 5 |2 1 of 3 P RS9 5 L Bl ik
BEASHEE B RERRAE o AS & — Bk SORE IROBIVESIN, |2 B4 e IR o T B rORR R I A T L4
O ) 458 A T 2 5 BB OB B R R AL BEBR (1) T 1o JE LA, NLRP3 %8 JiE/IMA %43 4l NLRP3 . ASC. Caspase-1+
IL-18 F1 IL-18 TEB K FERE AL RS 1) s 3R I8 3878 NLRP3 5 AS FIARTRALHIA K[16].

EMLH) ., AR NG & A (LDL). JH [ S A (CCs) M R ES St /4 2 95 AS oY NLRP3 28 i /MA ) 3=
BRI R, FEARE MBS A R AH K. NLRP3 JIE /MK AR &G & G R sk o 5 4
BN AE A A A R R SORE S BB B AE — 2 [ 17 S AL A0 MAE P BT 73R F Y [ e 40 J 7 e 2 A 12
TR % i i 2K H (oxidized lodensity lip-oprotein, oxLDL)F 3% NLRP3 # fE/IMA, 580K 41 i 2 1l M fH
[ 2 AR R R, 43 NLRP3 98 E/IMATE Sl ik ks B AE A0 A8 7 & 15 35 B ZAE 18] oxLDL 5§
Pl CD36 255G S P9 R 40 M J8E I S R A2, 520 ROS A2l Bt A2 238 1 B v,
— R T NLRP3  S8AE/AMAE A JE K1 I A i, 25 5 R 40 M W AN Bl Bk A A A R R (19
M EH oxLDL 7E NLRP3 #$E/IMA 3 S AEeE S #2 A B SUEAE R s Bkor RERE10 & e 1 5 220K
377, NEERESS SRR AN SRR, i8I 51 R R0E I DR S kBB 5, 5 S A Mgt T i
FRATHENE 7L, I L A AR T s — RAVEM[17]. 2, JEHS NLRP3 ZAE/ Mk a4
ELAE 5 AN T 105 (1) RE IS AZ B DK 1 A AR5 22 1) B Al

NLRP3 #RE/MABIEN 5 — AN E X2 hS V4T, (ER4IRMT: F3 IL-18 F1 IL-18 F=A4H1
BB, B P YERR R FREE[20]. NLRP3 #8hE/IMA I 1% b 1 508 R s 28 2 i s Bk e AL A O,
FEHE PRI S K RE AL /N SRS [ 21], NLRP3 SORE /N PR s b AN B AR 2 ik sl A A Ak BB i LA AR
PIREGE o TL-18 A A A A F ST LA 16075 P9 7 200 A A s I & R 7 0 RE 261 R P AR I, FE RIE 61T
IL-18 36 7] LS 158, FFAESN KRR AR AL i)l R v e 2 B REME I [22] 0 Ak, NLRP3 SGE/MAT)
W TL-18 3o 5 335 A0 BT 3 Jik o R A A 11 2

2. |

S DR ) B AT AN TR B 2 18] B SR 4T, IR R R RE X BV R GUIE i - Ja R AT
FOH s S A~ AU T AT B ) ST R A e A B P ) SRR PR AR (23] O U T A
AT SR SR A BEALAG A R A, AL R N AL £ 1 IR R

2.1. SN

ROS & B SR AR R B i S S AR 24]. B35 H HEY R, WS 0; )1 HO il
EH HEYR, 40 Hy0,0 TERUSE, A LA B R, 11 ONOO .\ IR EBR(HOCL) IR it id 4 2
ONOO 1] 5 5 B S N2 A= il s I AR 5 P il 5 U RS S8V BRI o« AR BT ROS 2 4l RF 428 i) 4 i i A2
WHAE St BFEAET G S BT FER . ROS F S AR S AE T s,
TP T, AMEFIERAETI[25].

O FERE R 2R 53 NADPH SEAUEE . TR A LEG. 2RIk i T b BRI D) B 2R TR IO N B — %Ak
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RAEH7 A ROS M7 A3 (26]. MBI PUAMBIME RS, FlunE A Bl AN, Bt
H B SPGB » 1021 30 S T AU i 4 E DI S 3K 2 T R AR B, Mt 2 20 Mk ok BB AL 2E R [26] -
FEVFZ PR, A B d A R 3R 5 A 4R A BN o 5114, 8 S50 ] (R L R0 45 i F) JRO0E S S
NADPH %&bl 1) O, B HyO, HAN G AR, L ABRIL — FRETE i BN 08 S AL 5 kS 1 28U B
W FACRIDE B R AR REERE. BRI T BRI, LRARD R NS, TR
MG SR, N Z MY AR . XA N 8 B R AN R AEAR [27] o

2.2. SALREFS BB R AL E R

TESNK R, BERFBURTEZN KNS, BB MRS, Sk s, SRR, K&
TR, LR 2 Ko R AR AL 1 RO L AT AR A . AN IRAE N BN Bk ol AR R AL 1) S 30
ik e TG 57 S A DA K (28] o VI 22 A 56 3 B AE 0 K SR R A1 95 745 w404 T o A0 FE At 8L B b 54
3.

I P R 2R B — AL BINOY A I B . NO X I 47 5K 1) R 15 2 1L 28 45 v e 26 B2 (1 3 ik
SEAEREAL B BAL I [29]0 BRI S-PRBE IR A0 6 1 B 1 SR (AMPK) 1 Sy ade 5 28 J08 T e A e e — A% 7 R A T 0
EENOX) S5 71, I8 PR NOX [ZRIA, 31 Ty L ik — 0 E A G AN e DhRebhis, A2 AhyT 2
ZiNE FHEERR 2 —[30]. NO BRIUE AMPK JHPE, {2k B rAH A0 M2 01 3 m i e dtif o4, Rk E
AR . EAL IR 251 NO Wiz, AMPK GBS ], B S5 B E, NRrEaELL
TE AR R A BRSE NOX Hmat, AR e il . A A, IRE AR, Sl
YIRS AAH M 2% PASO SNARESE 2 FhElg B, F24E K& ROS, BIReiliE S NO 456, JEimg
PER IS A AR #h ()44, 8 NO S MY R R AR [31], RN & ik, 518 A R T ReR
LT & ROS AN 40/l NO (55455 /53 NO A EHAANIE32], N A A5 1 A &7
SRAIUSAE DR 3 AL, M RETK 38 n, IE M FEREfLTE . OX-LDL HA B4 att, WA 5 H
SHARAN-FE LA M, 5] AR G AR SRR IR AE T B, A B K R T B i R IR BN R 3R . i
AL /e LDL R oX-LDL () 3= 2R [F][33],

23. (F5HF-3a BRI EETT BB ER e Tr RN

{55 % -3a (Sema3A)& — FRF R BEAR G Wb R 1, B SR AEMD 2R, W 48 BiIgss. — I
WHIT B AEBR T 40 Sema3A X LPS 55 (/N B 45145 s [34] o A4 /N BRBENL Y A =4 XFHEZH, LPS
A1 LPS + siRNA. BEA4/NRAYE EF KT F 4T siRNA, 7 KIGHEREES LPS, 24 /M EST /N
St 22 SR A . B I LA B A AR A RIAE S VT ML T RE RN Z5 44 . LPS 53 10 I8 T RE R i R
AR @ H0 ] Sema3A AR B A NE . LPS RIS S EM A 7 (IL-18. 1L-6 F1 NLRP3)/KF L, %4
MM, Sema3A [lfiiE I NF-xB fl MAPKs {5 58S 5 7 2. tboh, ) Sema3A J# T LPS 5
SEAL BB, X AT PAE I EE TS D AT SOD-1 HLEAL R F I I RAE W . 45 1K 0], ) Sema3A
TR 3 AL P R A B R A IR AORE AL A ROk B 1 LPS 15 S L R, X R S
Sema3A FIYENIKEEVEME T AS BIVEIT SN [35]. Bi 1 RIRBLE AT &AL Ah, Ol AR
BRI T E W IR RO AT 77 %, AT LGE AN [FARAS . FE PRI IR T SRS A
WOE IR B TR R G, IH A N A, PR PE AR RS 1E E ROS i S IR A s R A%
A7 (LL A0 BT AR 1R 2, NRF2)2&—Ff a3 o Py Y51 5o U D 18 R G i S A S R 7 o NRF2 SRS AE LY
B AR5 50 Jok o R T 0 v I s 5 SRR O3B A G . 76 NRF2 BRI b /N R b, R B0 7 3 38 5 S P 31
N36]. &SGR _FEREV R RZHERT NRF2 259, EEARE N E S/ RBLA T, ZiFsen] g
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BRI/ FREE 35105 [37],  FF AT AS KK JE[38].
3. RE

AS IR R R A2 IR IEFEE BN B R, AL = 2%, BRI FTUESE 1 NLRP3

RAE/MA T ZOEIL IR IL-18+ 1L-18 S5 R 7RG A5 AS I SOIE RN, {H 24X NLRP3
RAENALE AS F I R BRI 205 WU FEAR XD o DA 2 15 A7 £ FL A S B 3 [ FASEIE i R Pl R
£ AS BRI R HE— P L. BRI BEARER T 50 — R RIURT R, 452 AL B0 i 1k
SR EORYRE WL S E A0 A B VE PTG DRI, RSO NLRP3 JORE/MAMI AL B L
CRIRANERTT T HARSRBAE AS PRI o
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