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Abstract

Residual inflammatory risk is the risk of cardiovascular events caused by sustained inflammatory
activity when blood lipids reaching the standard. It is considered an important indicator for as-
sessing the risk of atherosclerotic cardiovascular disease, and acute myocardial infarction is one
of the common adverse cardiovascular events of atherosclerotic cardiovascular disease. Studies
have confirmed that residual inflammatory risk plays a vital role in the formation, rupture and
thrombosis of atherosclerotic plaques, leading to acute myocardial infarction, and may be related
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to the prognosis of patients with acute myocardial infarction. This article reviews the mechanism
of residual inflammatory risk in acute myocardial infarction and the progress in treatment.
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1. By

Rudolf Virchow 7E—ANZ 20 il $2 HH B0 ik ks BERGE AL & — b by fEL T 1 5| S A8 P IR, (HRL 2
FACH T =1 Z 10 18] A 72 5 2 Bk o A B 40 4 . 11 % %< 95 (atherosclerotic cardiovascular disease,
ASCVD)H K1 2 Fh R FERAR[L] . A SRAERARTE LA 7 T R A B B/E T . 7E ASCVD Il
PRAGE IR BN BN KR AR AL F , (R AE R A AR AR e IR AS AT 5 R RSB AR 2 AR T J T B2 itk 0
JIUESE (acute myocardial infarction, AMI), FFXIRSERTCoLATREANE S Ni. R ASCVD S E R 32 16
I7 BE - B B RERE A R, I A A AT A7 A B 0 5% Y 2 T B U Y 5 B 0 I AN R A
(major adverse cardiovascular events, MACE) ) & AE o 3 Ff 9 EAH 5 1978 £ Lo LA XU B PR S i A% 9 XU
(residual inflammatory risk, RIR). JTHHBFFLR I, FRAR AT S AMI IR A L K R K H 5 B AR K
PR X — AU AT R, v AMI RIS, X2 2 6T TR R R

2. BRRKENBEHE R

T8 A 3 T 2 T TUORD AR ARG 5 E i 2K 1 JIH [ % (low-density lipoprotein cholesterol, LDL-C) 254734
J7, YFZ ASCVD M [ S HE R K — BAERE TR, (5 MACE iM% k4, H27E LDL-C
3B ] () B R R W [2] . PRI, AR S A T 2R 26 9T 5 LDL-C /KF 244k 1.8 mmol/L
I, KRR R SORE AN & B IE, I 2 S RGO M F A E R IR G R &K [3].

H AT A N S 38 RIR T (S 5B % /2 NOD RS2 AR S pyrin £5 448 3 (NLRP3) 4 JiE /M
MTRHHE ST A/ & (interleukin, 1L)-18. 1L-6 F1 C J2 3 25 [ (C-reactive protein, CRP) I #4i%E[2] -
T CRP N2 B dE i E] . SRAL Pt sif 47 26 A 2 mi[4], A A2 S Btb A5 58 i g 4K
FMEAWIbREY . SR, E C N F (high-sensitivity C-reactive protein, hsCRP) {6l Lt CRP Fr ik
WT7 MR, IS H CRP ARGl B A 3G o 35T JRURS: S IG R PRI RS P v FH 1, hsCRP iy
o I8 AH DR JE RS B 5 T R AR bR 540

ZIUGARFFCUEH, RIR FEAF N, FEFRLE 29%~37% 0 H N [2]. ERRIEZ AT RZW01657 1)
B, hsCRP H1477KFN 2.0 mg/L, T1fi hsCRP 7K-F K+ 2.0 mg/L [¥)35 KE MACE I XU = [3] -
5 [ 515 2 I3 2 4 ) O I 5 95975 THBT 46 i 28 hsCRP 7K/ T+ 2.0 mg/L IS} R K HMR g o I 55 165 56 (R 25
[5]. I, RIR #E XN ASCVD Hi35 [fi2% LDL-C /K*F < 1.8 mmol/L H hsCRP /K-F > 2.0 mg/L B f77E
AR 8 I A5 4 5 XU [3] o

3. FRARBIEN BFE RN OALEETE - RIAE R #LH
P B L) D) B S RS E 30 I RE RE AL LA M BORR A (R . 3Ly, NLRPS SO MAA &

Tk
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(A 5 8 2 BB K FERE AL P9 B A M AR T E ZEALH], 2 1A RIR R 2R [6]. AT R —
T2 RAE T RAMIAET S, MRS Al caspase-1 BOEMfihA, TMi% AL caspase-1 F5E—ANKHIHY T
HEY), FONRAE/AIME . NLRP3 28RE/IMA 2 H B AR M B I 1 20 /MA, A& &35 NLRP3. 77 caspase
SR AR K T A B SRR 2R 1 (ASC) ARG N i caspase-1 Hij {4 (pro-caspase-1)4L /%, £ sh ik s AT L)
B, AR B T B 1 LA R 50 Ik s AR T e R v e OEL 1] st 50 R e 2k o A 15 S VA AR A0 (O R T 2L 2R B T Tl
RBE NLRP3, I 320 NLRP3 S R AL I 45 54k B2 ASC Ml pro-caspase-1, 5% pro-caspase-1 H )
AL 24 iF M caspase-1. caspase-1 f# pro-1L-18 Al pro-1L-18 ¥4k & I IL-18 #1 1L-18, Hr IL-18 %
5 IL-6 G 1L-6 fEH T HF4HHfE CRP A I RE[6]. X —id P48 A f 4t M D) e B Rp A7 AE, 0
M EFSK, BE A A0 A R BEER A KA K F AT 5K B9 . RSk REREAL G ], NLRP3
PRE/MAFT 1L-15-1L-6-CRP 15 5 1 % /-5 (¥ P R 4t PR A T2 Al E W 20 M AP LA PRI 72, 15 SRR 40
TERG SHEEHAZOIRFEIE RS, i 5] & AMI[7].

75 AMI BB BE, R 5 48 = SRS, BT O AR B AR A R T S B A N KT
Dot — 3PS NLRP3 28RE/IMA; 75 AMI 5 BIAE 5 48 3= S AL, NLRP3 ZEE/IMA T Re A TR A F2
SE YR E 20 B ST A RS I e ATP WG 1) P2XT MRS BEAZ AT ARG ER[7]. NLRP3 Z8AE/IMA 1) 80%
SO UL R I M 434 J5 0 — AP B S R, O LA K A 1] 2 RE B A AR T, RP4EM AT B I A P
1 S5 PR R 1o LR M DR R ML TSR BE, (AN S o I 98RE S 2, NLRP3 SEE /MAIR 5 3 B0 LA A
40 M AL T SR 2. 7E AMI RS, RE A B =R 1 IL-18 = S BURE DhRekEhG. '8 LIRE
ARSI AN R0 5 FEAEE R AL J) R85 %40 7] [FI, NLRP3 #85E/MAA IL-18-1L-6-CRP 15 518
FEAF 1 RIR 7E AMI R AR R J K TG A 4 EEEH .

4. FRAFAE RSO I B B HFURIHE

TEPLSAETE T, RIR [ A A e LU AR A% EE i XURS: (1 2% LDL-C > 1.8 mmol/L, H. hsCRP < 2 mg/L) % i,
It H. hsCRP 14 1) RIR E LDL-C At P53 A L [ P JXURG: B e 0 oA ok o I A5 A1 R AE T2 1R XU [8] 0 3
T = 30K A I AR IS B 70 A, &L hsCRP Al LDL-C 3£ £8 /K7 5 MACE A5t J L P58 4
A . RIR 5 MACE. /G ILEFL T A FIET: B AH (P < 0.0001). MK, #RARAHE XL MACE K
KEZAFHERP =0.11), MG FET:(P = 0.0086)F14: RIFET:(P = 0.025) ) & A FEAK .

— I} 22 Kz IR B KA A YA T (percutaneous coronary intervention, PCI) & 53 1 [l BiPERF 58 R 0, =
RIR 5 MACE Fl14=RAET: B EMF[9]. WFRYIN T 2032 & Fae Bl 0o B, JHIRHEILLEF PCl KRG
hsCRP 7KV 7 AFE4k s RIR 4. RIR HN4. RIR I ESHMEFLLAR RIR 4. WAL R E/R, RIR FFgkmE.
B0 ES 1) A ) MACE RA R B m T HEHME RIR (IR (P < 0.001), RIR RrEE R AN I B 1)
ST R EEET RIR ISR B EP < 0.001). 7E 59— M 1209 44 & 6 ik 45 A1k (acute
coronary syndrome, ACS) & # FIWH 5t k3L, VU472 —/ ACS BH BEA RS RIR RS, HEHA =414
b, F4m RIR B MACE KA # i mi[10]. PLEM R4 R$ER, RIR 5 PClI ARJE KA MACE B EAH G,

5. BERRIIEMKHIETT
51 MEEREARN

TS 5 AT DA WG R ML RRE . N T BE OB AS RAENE 7 RS ¢ CRP KSFE2Z A% &,
I N AT 1794 4 BB R2 5 O L& 95 H CRP ZK°F < 10 mg/L 1 8235 3E4T 10 SEMIBE VI 70 . W 7045
SRR L DA RN S AR B VE S T LR CRP /K, T & A8 1L 5 CRP KPR B R[11]. E#A
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B MPUHIZ B AT LARRAIC CRP /KF, &2 %1 1 omentin-1 FEHCR KK, AN 25 7 Mg, 1o
JE AR SR [12] . — T J 6742 42 JEE B 2 38 0 AT S T 4% E 8 S5 008 4 4 i R 7
H CRP /KF FRE 2 AL R[13]. B E SEBY. EF4E. omega-3 IRITER L 4E4E % E I C IR
WimT LLREIK CRP ZK-F[14].

5.2. FEB&&TT

VT 2P PT LACSGE TG PR LA S0, LBt o /E A (i g A Rz e 46 DRl A At i OR A BRI 3R K
DA S A T 240 B (4 072 288 e 7 A 719 36 8 M e 2% 3 4 LA RIS hsCRP 7KT+[15]. — T I 4162 44 St et k£
4 ik (acute coronary syndrome, ACS) 3 B PR IS H, LLHE T 80 mg/d BTt %AthiT 5 40 mg/d A fhyT
M7 TR, T RZI877 5 hsCRP KRS N R4, RO U FE R R B s ik R 2 5 it
BB T AR FEAIR[16] . VTSR ST A& 16T T4 5 Al LDL-C Al hsCRP i& 2| Hbr/KF, JEHE
FAIk MACE KAEAHIC. SRT, SXFPRIN AR BTy T 28 299 5K Z2 A& B FH T SE BRI, ARk
A ARST I S [16]. PCSK il 751 AR 25 B0 i 5 7 A 38 82 28 hsCRP 7K F[17].

5.3. BEET NLRP3 ZEHE/MEFD IL-18-1L-6-CRP {55k

— ZRANFLAR 2RI ARG AE B, B2 ] NLRP3 48R /IMAF 1L-18-1L-6-CRP {5 538 i 33E 47 BHL T 7]
PLEEAE MACE k42, SHOIME RS EBIE1EH .

5.3.1. PHEF NLRP3 &E/NMEBIREGE

(1) FOKALBR: AKAKALBEZ NLRP3 485 MA ks SR 55, oA %08/ MACE KA. el A
T 9 URR 5 e et A g 2 e 1 AR N S B T BR P SR, T A I U R A A T I R LA A DG ASC TE
P Y 2 AR 28 NLRP3 SKFH 1E NLRP3 4&5E/IMACH 3¢, TR 1L-p BB TBOR AL BR300 LA B I [6]
WER KRB, ARFIEAKANEH.5 mg/d)iay7 vl i AMI B &2 MACE AR X KU FAAE 23% [18], flifsse
7 ASCVD 3 MACE [RIARNE XU FEA 31% [19]. — T & 7207 44 ACS HB#F HIZF MR, KK
BB Rk SR 2 K L3 B (1) UG B AIG 54%, A% r (R B B AIG 61%, AR R MO B L 0o LSBT e 42 A
FET BT LE[20] F T W FC 45 50, AKORALBR AT fE R ASCVD B3 R i e T kB, (HI
SR DA R AR ML) 75 3 — 0 B

(2) TWERSEE. ISR — PR AL, T ) B R A AR, BN PR P R R B, AT PR AR
PRIER SRTE NAR N TE e SRR i A R I8 T TR IR, B2 NLRP3 R/ MAIEIE K 12 —[6], 1HJR
PR A AT ASCVD FIAE ML AR IR . 75— 006 2277 448K ML R (R 05 FRATF 7T v, 31 P& i -
BA W MR K, (HTE 40 Bl Stk ST B s RO NUBIAE(STEMI 35, 5 22 B AHAREL, B FRME T
13% -0 ML FHPF[21]

(3) NLRP3 ZJE/MAFHIF]: NLRP3 S5 /MA ) 71— 73 B AN 77 RO T e 1 7). 7E B0 5k
gorh, EHAMHIF MCC950 F1 VX-765 1] DL B 2 Bk ok AL T [ 1] [6]. MCC950 (tH#%A CRID3 &L
CP-456773)7&—Ff/N>1 NLRP3 #I|71), E 5 NLRP3 £54, MIfi LI ATP /K f# 401 NLRP3 % i
AN TR R 0% . MCCO50 CL g iiE BA AT LT ApoE J& IR B4 (APoE . -/-)/)N B Sh Bk Sk RERAL i & g o {H
MCC950 [l AR T & BT AT a3 i1 15 [6]. VX-765 /& caspase-1 IR FNHIF], wT LLLEMARANE D T 8L
LDL i SR P 4R AT, I HAMH] ApoE -/-/N RSk BERE AL (1) A JE[1]. Bl k% 437 22 (arglabin) &
— b franesyl FAEBEINHIFT, VEA NLRP3 JSRE/AMA T R BN, @t g wALHlfEdE NLRP3 &A1
Bfi, FEHNH] ApoE -/-/IN RSB BFEAERE AL 1 R R [6]. 15 H AT #E A NLRP3 J&IE /N (1 4011 771 i A Sk B
TR
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5.3.2. IL-1 S4F#5H57

(1) BUAREAI R FAIAR FE R (Anakinra) & —F IL-1 2R 505, AT LR BEET IL-1a £ IL-18 15
ST, AR RBME ST 8 [22]. BEFCRIL, BRI ERIGIT S STEMI B3 S O LE i DL &
BRSO iR I R AR ZRAH G, HAE hsCRP /KPR35 BRI [23]. S fB/REEHIALITE 7R B, IL-1 Zkd it
LR R RAR Sl 5 LDL-C /KPR in LA B g o0 RIS 3 3 kg I 36 i 6 [ 7] FEBh i,
A5 FH ] 8 195 2% BELT 1L-1 0] LAY 25 /b ApOE -/-/IN Bl ik S A At A B e 14 702 R R i i, 4] Py s 4
PN LZH B AN i D7 4 T IL-64 JE 5T 4 ) 2R -9 AN B A A a4k 2R -1 S R MR A bR I A 23]

(2) RABHEPr: CANTOS REGUEH T IL-18 ZARFE U< I H4i(Canakinumab) 7E RIR &2 HH 3l ik o
FEREAL — 0 TRBH 1A Rt . R ABBHIATT i hsCRP Al 1L-6 /K P& T 36%~40%, M ASE 28 g i K,
A A MACE FARNH XUSEFRAIS T 14.2% [24]. W2H 53 H o, R HHIE YT 4 hsCRP 7KK T~ 2.0 mg/L
i) 5 MACE [#1 25%, 1fif hsCRP 7K°F- > 2.0 mg/L /5% MACE {4 T 5% [25]. [ARTEEI,
A EHTIRTT 2R 1L-6 KPR T I A7k 1.65 ng/L 1985 MACE RIAHXS XU F#A% T 32%, [Rltk 1L-6 tHA]
REARER T M VRIT BTE sl H T IL-1 SZARFH A IR A 6T ASCVD [FER1E, (HARFP259ERLE L T
BT IR R IR

5.3.3. I1L-6 #pI3

(1) FERRFPDT: FEERAPU(Tocilizumab) 1E 4y 1L-6 HHIF], & T2 R A E 4 ik 2 55 5 &
e PEVEB VRTT o« BEFEN 1% R 2 1L-6 TEBN KIS FEREAL T VR, F GBI 70 88 ] BELEBT 1L-6 7E.0 LA 9
TR . 7E— IR NSTEMI B2 (I RBENL RIS H, 75 PCI AT SR CER Tk S FEBR BT PR 98 0E
IR 50%, /> PClLAHSC NS R G T B26]. [F—HBF 50 A\ R3S T ERREAFUIETT X STEMI
HWT R, 45 RRFEER BT N 2 STEMI 38 1 O IR KR [27]

(2) P YL RESCUE It 7t 1 IL-6 FywfEhiihk - i w7 Syi(Ziltivekimab)7E hsCRP 7K1 >
2.0 mg/L & FFHREE RIS B R TR A AU E R e (28], 12 A RIRYT S8 hsCRP H 7 K~ R B
T7%~92%, EFIEKBIE. FEHEARPUCREA4EE G, MISEMFEED av 456RED. WA
JEE A2 FIE R (1 () /KT 27 BRI K. 2021 4E), ZEUS WER)E 3, B EMNREHZ ByuaIr O
I T A 1 B R hsCRP 7K T i ) B8 5 2 15 22 FRAIK MACE K A2 %8[29]. R IL-6 £E.0 B R
H A AR, HIET 1L-6 FIHIFLECo A B A i R F G 75 58 22 I R B 33— 2D 500 .
6. RE

JUELE TR T 1ZANGYT AMI J7 TS 1B, (2 AMI 5 R AE A RO L& AR ™
HP A EE A . RIR IEZX— KR CHEIRE R, 2R 7 4% RIR FIEE RV T v] RE 2 %
ik AMI R 1O I IS o AR T IR BT M7V IR RRAR 22 A P RIEE FH N3 7 LA A R (1) TS M 7
TINCAR P . KSR 70 2k SR N IR T AMI H RIR (I FALEIANGYTY J7i%, A AMI SR IE S i
TR T RIS H T %

EEWH
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