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Abstract

NLRP3 inflammasome is a key multiprotein signaling platform that tightly controls inflammatory
responses. NLRP3 has been identified to play a central role in the pathological progression of cer-
tain cardiovascular diseases, such as hypertension, vascular damage spanning atherosclerosis and
other myocardial infarction. The study of the NLRP3 inflammasome in these cardiovascular dis-
ease states may lead to new treatment strategies. This review outlines current insights into NLRP3
inflammasome research associated with cardiovascular diseases and discusses the questions that
remain in this field.
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Figure 1. The structure of NLRP3 inflammasome [9]. (A) NLRP3 Inflammasome components; (B) Activation of oligomer
NLRP3 inflammasome promotes Caspase-1 activation and IL-1 maturation
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E %

5 ASC tHEAEH Ja 8 98 5 /IMA I TE B ASC I8 7 552 AT Caspase i/ k A2 B A T PEY) Caspase-1.
Caspase-1 72 IL-18 HI¥:ALHE, K IL-1p BUARBT VIR A VETER) IL-18 [5]. NLRP3 S0 /MA 1305 /2P0
AR BRI FE A I FR[6]. NLRP3 HIBGE 228 TLRs B4 7 (g SR FE R T TNF-a) iR 5l
PAMPs 1 DAMPs B35 5351 EEA%Z A T kB (NF-«B)HJ3E, #5501 NLRP3. IL-18 Bifk. IL-18
AR DL S i B (B0 NLRP3 2592 A0 A1 ASC BEBR1L) IR IA R [ 7]. NLRP3 [l & it #2 32 2L DA
NLRP3. ASC #l Caspase-1 BRI KA NRFE, 55T Caspase-1 [FTGEAT IL-18 R, A& FERAE
IR (8]

3. NLRP3 RIE/MEE &R
3.1. NLRP3 &fE/MES S E

e ML A& — i EH 22 25 DRSS RO PRI (R 38 5 R I S 2 0 o 9 R /MR (003 M A v I P 0 3R AR AR
JehiEeE B CEZR/EH . NF-«B & NLRP3 [—FG &080E 7, BT LA R & LR R 0E [)BL[10]: 4
il NF-«xB H3EPEfS, NLRP3 I Caspase-1 &1 N[5, R 28 PR 1~ MU BB AR FRAIC, - AT 00 i vy I
JEBIRAE[11]. Krishnan 55 [ 12008 21 il B B MLE 3 IL-18 B8 e, 108 & U )08 B #2
5 RRERAETEAE — E MR o TL-14 /2 —Fh i NLRP3 48 /MRS J5 45 10 2 U R 1o TL-158 405
# - MERKRRFEE, FICESZH ROS 1774, IMES & IR 1755 1O MAES E13]. e
29K 2 11 (Angiotensin 11, Ang I1)7E 15 15 LR AH SG ) 28 S i A2 iR 5 B E I [14]. Ang 1T 22 B 3% - L&
Kk R RGBS fE R R — R E AR IR, @ 1 SR 2 RS2 AARRFEAE B AN 15]0 /N B VRS
Ang 117 KJ&, NLRP3 BiEM S RE/MAIE 2 | TL-18 LA SR KR40 IR 1 ZRaE [ 16]. FEANEZ M i
JERIEGLT, BHIBr NLRP3 48R /A F30E 7] DLR VRS Ang 11E S ONEF4E4L, X Ui NLRP3 %
i /MATT LG RS O FE [ 16]. DRk, NLRP3 #ERE/NMA/IL-18 AT B8 A L P O 98 (1 —Foln BL g v
TR o AR — B I 7T B 1% BT NLRP3 88 [ S0 B 20 25 A, LA LA b ) BH L E g 1 s 32
JR IR ) ThREAE

3.2. NLRP3 RAE/IMESEHBKH L

B Fi S E R A PR I 2 0 B T S O AR UR 2R MR A BRI o X 8 M BILIR S R 1 22 O I 5 0 R 2B
MARA R R [17] ZBKHSFERE A BESABE I N fe —Fh 5 e R s 2R G0 R SRE VR AR, 18 14 9 /2 LR AR
ik A EE A FH 18] W AU, AT IL-18 B4R i 42 5 20 bk ol 1oF s e 95 % ik e 5 DA 55 [ 19]
Zheng %5 \[20]4iE NLRP3 YiER )5, Bk FERE(L BEOKG BEARE , U6HH NLRP3 255 /M 2 5 3l ik o A
R KA. Duewell 25 A\ [211%H& %3 5 5 25 19 %2 44(LDLR-) B B 88+ NLRP3™", ASC, IL-la/f BZ )
A RN AT 8 A m R I B s, R BLNLRP3 ™, ASC™ 1 IL-1a/f f B BELL 4 TL-18 RiE N %,
SNk RERE AL A RIS . R & ME S LDLR B = AIE 862041 Caspase-1/11 BRZ (/N ZhlliksH
PEREALTE S 8/ [22], ESE T IH[E BELS 50T LLSE NLRP3 #8hE/MA, 58] NLRP3 4 PE/IMATEZ) ik
S REIAL R FE B EEH . Abderrazak %5 N [23 ] K BLLE & fig i M IR 2R IR B8 11 E,Ki /B, NLRP3 %0
NP1 ) e 8% 400 o L] 2 5 75 5 19 NLRP3 S8R /IMA RIS B kR R A A8 B R sk /> o DL B3t
B NLRP3 4 /IMAR 15 1455 18 2% T DA 2 3 ik ol A Bt A, mp R ] 77 4 o 175 5 1) 9RE SO o BRI, o 5
FRIABTRN, Menu 25 AIRIE T MR 45 H24]. fhAIT% Apoe” /INRIFATRIMR &S 11 FJG, K
NLRP3 . ASC Bl Caspase-1" /N, 4HARIRE. BEBAaE P DL R S kR AERE (b 24 0 25 401k, 3 X
Foft 2 S I HL 3 A B « Baldrighi 5 A [2410NIX AT BES Apoe /MBS IR I B FR LI ()45 56 . thAT E 7T
Wi, XEEFAR B T TRRMN R, Kk, 7 Apoe” /NRERIH, TL-1 ZESIKGH AL
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ROS 7EZN Ko FERE AL BEHLE R K06 R b K ¥ EEAE, ROS MId FEA o 17 S SR R FE AL IR
FERREE A2 4R-1 (LOX-1) AL . LOX-1 MR k7% 5 ROS MR, TERGOE R, TEsKHE AL
T A 1) A R v 4% B BEAE FH[25] [26] - B Fi4liE , B G 2 B i THP-1 ELWR A, 7] 53515 5 LOX-1
FIROS MFRIE, FJEZNZEKI/A DNA (mtDNA)A7, BETTiE RS2 47 mtDNA #UER, 485 5142 NLRP3 %
i /MASTOE T AT A . ROS HIHIFAIAT F W5 5 R T34 e B AIK NLRP3 S ISR I RIA; MR,
E W73 58 7 NLRP3 2 A ERIA . XS & BN NLRP3 78 I3 50 bk s R A Ak o i 25 B4 A 3R 44 77 3
I ULAR, NN KRR A BV TT 8 B T H T TE 7 TR A

3.3. NLRP3 RE/MESOANESE

O E G, JEH R RO IUBZEMD AT K, A2 4t SR8 T AR (1 E ZE R R [27] . OIUESE 2 5
R BN A 2% 1) SRE SRS DAKT o BEREAT A ST A E (8], H AT CUIER], X SORE(S 5 1T AT LD O LA
SEIAR[28] [29] [30]. i TL-1 F122 3K AT B sk /D /N BRSO VLB BB 5 1400 T R KA JUL I E B S ) R
A [31]. IL-10 & —Fh BT R YUMR T, B EEE M2 EVEAoik b, ardmslolIer ik, oEs O ULEM,
PEBE O WUEEZE 5 /N 0o LS D @A [28].  H A NLRP3 #A Ay A2 O LR i Apgs 2GR 51 52 44 Hh iy — A i B ]
BRI SZ AR, ATRA 2 R fE RS 5 I 15 5 SO OV K 4E[32]. VanHout 55 N[33]4Rk1E, FE4% O YUREAESE
A, NLRP3 #AE/IMAHIH] 751 MCC950 W] 2.2 BB U B R/, IR EE 1 LT g, 3X 1t B 41 #i1l NLRP3
PRE /M AR BE XS 2 O U E 88 AR RRITAE A o B8RO LR I 9 v T DA e 0o LA 43
(IR, (ERIN A I O ARG AT BE . Marchetti 25341338, 78K RO ULBR L 7 EVEAS RS oy, 4100761
NLRP3 ZE/IMA TG PE AT LIS D O LI AR . Lin %A [35]K 8L, X CSTBL/6J /N ERFEAT O LR If P HE v
KL, NLRP3 [{)363L1IN Casepase-1 FITE PEHR 1 IL-15 Al IL-18 BRI WH &2 ETF B85, £ C57TBL/6J
NGO LA ST NLRP3 4014171 BAY-11-7028 5% NLRP3 siRNA, 7 DL 284000 LB I P 0EE 7 51 A A
WA A% . Kawaguchi 25 A\ [3638 i FH J5 27 4 BEL BT o MUK 7 117 94 S P9 75328 SR st oo LR i P VB e B A A 7
FEXAME RS, 58P AN R AR, ASCT BR Caspase-17/IN B 4 V40 B R 7 R A Rl 7 ik 0 B 3
PG XS/ NRAE QUL S, BEAEA R/ DWIEESEE A 4Eh . /o = DhRERIG 34 W38 FRC. XLk
BRI T NLRP3 Z8RE/INA AT G £ Co WL L PR 453 7 11 g BE A 380 2 o 4 T A P o Bl 0 AN RO LA
it e NLRP3 JORE/MAHT7E IR N, Sandanger 25 A\ [7]& 8L, 1ERIRBNk4E LG OB AL,
NLRP3 S IMELE O U 2 40 i o 7T LA 3 T 6 (p < 0.05). £ NLRP3 /N, S i P 8 5] S 0
WLZh BERE RS AN 75 BIM N 2403, THAE ASCT /N RSB 73 B4R B, 699 NLRP3 Il ASC £ B ifi Ff
FEVE RG] B R FEASFIIVE R - Inoue 25 A[371H & P, 7€ NLRP3 /N, FFGR i FETE 51 1)
W 1S BRI R (e, T ASCT /N R B 13 BIR B, I gh AR UL, SO /M I 4 ARk 43
NLRP3 Fil ASC #a] LIURAEMSIFE . Rk, #F—2P#ie NLRP3 1 ASC MIZEBET)RE, I BE47Hh T fif
IR, SRIRTT O U AL SR LT (1 SR o

4. RERE

NLRP3  #JiE /MATE Ry ML 2 ko A Bl A 0 Co FTURE B0 5550 0L A7 098 1) R A R Je v R 4 BB o
NLRP3 J2& % Y/ MATE SR G B B S Rk S 53 . FEIER s, %5 W11R], NLRP3 F IL-18 Mg 4k ar
LU DAMPs F1 PAMPs. [ fi# NLRP3 & [ IR H B AE A1) 70 -FHLH], AT 90 L 500 1) 22 4R
JTPEBUBTSE s . 28 BT, NLRP3 48P /INASE O I 950 PR 96 7 B RAFIIRT 5, it — 20 19
NLRP 7E:C 1L 5995 HH R B DA FH o] LAE YR I7 77 143 2L .
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