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Abstract

NLRP3 inflammatory is a multiprotein oligomer complex that activates inflammation by produc-
ing IL-1 receptors and IL-18, which not only contributes to wound healing, but also leads to irre-
versible ventricular remodeling and myocardial fibrosis after continuous activation. This article
reviews the factors that cause the initiation and activation of NLRP3 inflammatory complex, and
how the activated inflammatory complex promotes the fibrosis process and other pathophysio-
logical processes of cardiovascular disease.
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1. 518

O LT 4EAY, LLZH i #1356 57 (extracellular matrix, ECM)ZE o LR 55 FE DR AFAE, 3 — b S s &
5 O M RIR A R, 2O MBS R R S8 5 D @A B[] 4t LR AR ZFEE T, 4
P R GBI AE AR B S EEME 2] [3]. NLRP3 JIE A A4 2 i e 3 [ S 8 32 AR AL TR R 45
B RGP Z AR (NLP) F R R NLRP3. H23k 8 1R T2 AH G BE s 2 1 (ASC)RIAKURE 38 - I 2 K
KGR ANG-1 (caspase-1) T NIZ LA Z A E AW . ERIEIRE T, NLRP3 S 33 ASC 14
5%, ASC i f5 48 %% pro-caspase-1 FEifr H B S AL B FK MR, DAP2 AR i& 1 1Y) caspase-1. caspase-1 FIHE
R AR AT L AH 2% 5 I 1) S AR S B AR A o AR RIE AR B G N, caspase-1 /K fi# D11 pro-1L-18 Al pro-1L-18,
SRIE P2 A % B I 2 4R M R T IL-18 A1 1L-18. NLRP3. Asc £l caspase-1. IL-18 1 I1L-18 545 LAl
FOEFREII[4] [5] [6] XL 58 M/ () - BAS T ARG VA o BRI, X S8 R A3 RS MR 380 i
L FEURIEME R O]

2. NLRP3 RIE/MESILALA S
AT NLRP3 # 5 MERTE O et R 3E T 2 EERIEA .
2.1. NLRP3 RiE/MEEH &M OAET RO AFLEL

TEBA DU IS T s NLRP3 28 PE/IMA R 7 78 TEH A5 1RO ik o DUBAR I 35 Rtk PRk, kgt
RO IE ECM 451 Se AR S . T AE SR O IUREZE(AMI J5 B () 5B BE, NLRP3 & M/ IMATELoAL
T 155 4k 2 1) 9 RE SN FPE G 8], 28 M /N IV R 43 2 AR IR 1) 1 200 B R m P R 4 i A % PR 2 4L 4 1)
PN 2 20 PR R Co LR 2T 4 40 i o 75 5 695 [9]. NLRP3 0 751 AT LLGZ AL b 45 R i B %8 [10] [11]. NLRP3
FE R BRI /N R T R 1) IL-18 AT TNF-a KPR, 1% 5 A Mk 40 it R0 g 20 s i ek A 9 [12]
IL-18 A1 I1L-18, fECUEESE )G RIXZHEm, FE&EM D BAE G MR T RE[10], HFE B2 ) DU
P SR 1 ) I DA B 5 405 11 45 [10] [14] [12]. Weinheimer [13]1%5 AAEFR 7T NLRP3 JE [Al Rl 4
JIN BRI 10 A S SR RTAR 6 0 S SRR, B NLRP3 JERIR A /N BRI 43 1 A & 3iE5R , 4k it P B4
IL-183 JR T DI Bk B4 1 AT 30 431k 52 5L BRI /N BR A R B R 2R SO R, i — DR S 7 R D G
AR AR NLRP-3 [ IL-18 F= A= I E B . NLRP3 76O T R AT 4E g 380k, AR A K IR -1
B4R _EiE[14]. NLRP3 Z:FFER /N R A2 Ang-11 5 S 1O UL 4EAL IR, I HL A2 )05 O Ik 45138
WREFEARK, | BURIE KA MAR, #E—2B 308 17 NLRP3 £ 55 11 A A AR iE 21 44k i 2.4 385 1
I RBEVE[15]. NLRP3 SIE AR G RS M 5245 0o I A 8 248 i R 4882 23 W2 98 IR IL-1p8 1 1L-18,
NI S 80U 5 ISR YR Jo A 4Lt g . B2, XEERFFEsRiH, NLRP3 JOE/MAXS T4 245 1
Wi ABUEE, UK AMI JEONEF4Etk DL R O 3 R 5 50 BB,
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2.2. NLRP3 %55 /M SBUBR A U AB I LA 4

B PRI P O UL (DCM) 2 W PRI (DM ) RREZ —, B2 O BER I EZ RN ZE . DCM i 55 O
ZEk, TUEs, DIRe AR . DCM 2 — Mk MO, Bl mEE 2.0 = R A MG 7
IR A A, ST RO B R IR [16] 0 B A A0 00 B A S v A W PR R0 ) R I B R 3R
DCM & ik /U VLI R JURR AN B S S A 28 7= ) (AGE ) S 80U e Oy 5= A E 3 n, 55 4320655, DCM A& H
e MUARES 5 0 0 4 Vs 1R O ILIRE « A REBORAR U 2k 1 (1) SR AR RS 5| 2 [13] o IX LB PR 2R 5
R AN EAMERYE, RAFECONEE. SiiphET TGF-p1. Ang 1 A IL-18 B0E 0L AL £F 4
A TGF-B 4k, ATIR Fl IL-1R K5 FE AR (ROS) FIA B[ 1710 AR K BRLCo IE 2 4 40 B 7 B
AbEE R R I NLRP3 Z8RE/IMARIIIE, XA Bh TN A B [18] . 1T AERE IR /N BB+, NLRP3
JORE /MR R B BE, IX 502 IL-18 A1 1L-18 BRI A2 3000 PRI (o I A e JE ) S AR R AR O o TN
S R 1) T AN HG &b F A W4 A b, 461131 NLPR3. caspase-1 A1 1L-18 7K 7 & 2 T, iX % 8] NLPR3
RAPEAMEREE A B TAERIE AR D &G R R 2 fE[19] . X egh FR 8], DCM &2 8 i 12 i
T NLRP3 #E/IMAE S TGF-4 Al IL-14 R0, {23 DCM AL MR 4k

2.3. NLRP3 SE/MA& S B ML FE B A0 LT 4

e IS BB 2 O LI SR 2 AR 0 BU(CVF) S5 L 1B AR B BT n . Bhab, B8 A S R KR ETE
e ML P B R I T AT AR I A AR, B R R, 0 PN IR R B 4R 4E 4K . NLRP3 285E/MA
e L (4 R AR B IR DG o Qi 55 N R IILLE FH IE s e — B4R 2 2k HH R TS (PD TC) M il iod vy #h AR 5 5 10 v 1L
KR, KRS S ERC, FFRAR 72X IL-18 A1 NLRP3 RAERIEVE[16]. BhAh, FER « ed%
PEWE R R S SRR G, R 5K G S0 & R/ BB e Z R R A 44 7o O 5 FTRE JR E
DL NLRP3 Fl IL-1p [ERIA 34 s B e/ [20]. HblRIES, 55—t 78 & I NLRP3 22 (A iR/ BRUgEAS
5% Ang 111755 0 1 15 v A0 e 2 ARG OS2I NLRP3 L= 301 7 Ang 1 5 S0 B30k T sh Bk am i i i, 3%
B Ang 1A 5 FO 20 BRI BE bR R A I A A B AZ PR (PCNA) BB IR 55 o Ix sest SR 0, BEINTAE 28 RE A0
Uk B 98 v b SRR E FH ) SGKL AT LU L 411 NLRP3 Z&REMAR/IL-18 ok 98 Ang 11175 5 (19O JIE 98 E A4 4
tho TAESE KM L i [21], Krishnan 25 A & Bl NLRP3 #AE/AZE CVD 55 HILT 4EAL A& R 28 B 145
HR I ASC 5 PRI B /N BRAZ B ORY, AN 52 20175 5 10 v 100 TR FH R G 1D B I 98 i R 21 4 AL B 5 o X {4
5 LW 4R B I B SR DA R AR E(L-6. IL-17A. EIRIER 7. T4t &-y. ICAM 1.
VCAM-1. CCL2 Fll CCLE)MIA] i B P4t 5ok, M, XL RSz NLRP3 &k /Mk 5 s
FEAR DG MG G, AFXBERE 7 i A — L 1T SO IR AR AL, R NLRP3 28 /MAE O T 41 4
A R v i B T ) AT R E

3. NLRP3 RAE/IMEBUL AL A H L IEAE S BN S

NLRP3 #&RE/IMEFLOD A BN E 2, T 2550044 BB 20T, E4RT s 5
8 e AL AN 2 .
3.1. NLRP3 RAE/MEMFRIES TGF/Smads [ SiBEA X

NLRP3 %8 JiE /IMARIE SE AT L A A0 AR KK F-pL (TGF-BL) S RIS 5 22 75 U R iy 45 4%
PO IA4EAL[21]. Horp TGF-pL AMUS 5 Z R0 B 1R RS, SFEEiE, Fes, shikes
FEREAL, ORI RN S5, T EAO L R KEZ AUER, g AE K, F4Eb A0 . TGF-A1
e HEMAHM /LR ), NLRP3 52 TGF-A1 Rl i, 5340 &8 5 A i (MMP) 1R 16 A 2% [1].
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TGF-A1 155 Nlrp3 Z& KBk R AT MMP-9 34835 B#AK, #E—2PE5E T Nirp3 7& TGF-A1 KHfitE(E 515 2
il VER . BRI W, TGF-B1 AT NLRP3 J5E/MERIE, 0 H R IR 2 410 AR 5638 1%

3.2. NLRP3 RAE/MEHFRIES TLR-4INF-xp ESBEB X

AR, RO 2 T T, TLR-4/INF-kB ZUKE % 32 NLRP3 48 hE /MAE M 52 i)
BET RO IET L FE[1], NLRP Sk WIS AN 7 ANEIERR SUE A OIEIE R, SAEME4Et. 55
AETRINRAREL, NLRP JE DR RSB /N B MAPK S sl o A TR 77 1058 A/ B0 LA B EAT (A4 41T 7
WESE, NLRP Gz Al By k52 B ERER(PE)FE S R0UUIE R KR RGEIES MAPK [RERAA K, JFH
WS 5O 4E R .

3.3. NLRP3 RAE/MEHFRILES cGMP-PKG E5BEB X

LMK (ANP) A A4 ik (BNP)IE L 5 A8k 3274 1 (NPR-1)45 4, i3 cGMP, R # cGMP 12
Al 1 (PKG-1) o it HK7H 28 TR T30S , NPs R H0I46] IL-1p 114344 [22] - NPs J8 i #07% NPR-1/cGMP/PKG-1
380 NLRP3 BRIk, JERER M/ IMES . JEAE, @ﬁiﬂufmﬂ’wﬂ cGMP /KPS BERR — Falg, T
Pt Caspase M2, TP 7 RIERBOE AT AR E . XL REY], ANP A BNP 412 1 5%
VAR AR B ] NLRP3 A JE/MATEAL I BT LR E. Kk, f# AR IGTT NLRP3 48 5EAH
KPR IEA T T3 — DR T

4. RE

SO WL AL O I D E AT R OGS R 21, H H BTG ML AE B BRI 2 B APEAR A28, T
AR AT IR R I 22 /% . NLRP3 JAE/MASE — R L Z N RIER &K, Sk SORE I 1 i e it LK
LA S0 R, EE R RO B Fr 8™ 42 IL-14 F11L-18 2 SRR O LS A AN T 4ELL .
XA 23 PEA, BLEBIEA AT X NLRP3 SOE/IMA ) T-F 254, A 7y BONIR T AR 4EAL 51 10 i
I BT Ao
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