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Abstract

With the continuous advancement of medical technology, treatment methods such as thrombolysis
and percutaneous coronary intervention have significantly reduced the mortality rate of acute myo-
cardial infarction. However, after the blood flow to ischemic myocardial cells is restored, the subse-
quent myocardial reperfusion injury may further exacerbate myocardial damage. The mechanisms of
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myocardial reperfusion injury are complex and diverse, mainly including calcium overload, inflam-
matory response, oxidative stress, endothelial dysfunction, immune response, mitochondrial dys-
function, myocardial cell apoptosis, autophagy, and pyroptosis. Among them, the inflammatory re-
sponse plays a crucial role in myocardial reperfusion injury, and inhibiting the inflammatory re-
sponse can effectively alleviate myocardial reperfusion injury. This article focuses on introducing
the mechanism of action of inflammation in myocardial reperfusion injury, aiming to provide new
strategies for improving the clinical treatment effect of myocardial reperfusion injury and the prog-
nosis of patients.
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1. 518

O ML (Cardiovascular Diseases, CVD) & —FiAET- 2R iy O IES s,  S5rbRBfk k. FFekm)
R I AT AA 5 | S o LA B R T RN SR AEAT D% o I & I3 42 ¥R 97 O WL AE (Myocardial Infarction, MI)f#)
ARG SR, TP JE A, R Co UL LA B VK 2 I B L AP 4534 A0 98 R R e, 33— 2B 8 0 WU URE B8
I, X REL G A FR A O LR L P 382 VE 5249 (Myocardial Ischemia Reperfusion Injury, MIRI) [1] [2]. MIRI
PR PRI AR RR, ARSI SOE AL N T RERERT . S RN SRR A T AR RS |
UM T . AW, AT IR [3]-[7]. AAE & — TR 4 SN, 2433 Foft 5 I 2 4% o PRI 25
o EERT, E IR R . TE E BTN RT 2 e R G R B S [N o S S B A
RAPE RS IBOE = MIRI (R E BR8] 4B R BN ML R Wi, 2 S E4 I BE T A SR 2 1 TE T 1t
i, I R FE VR T 2 S UL M — P R0 T RS MR R R 0 R SORE RS, AT S B
JWLAE B T AR R Ji5 () o S A D . IRk, 7 2508 RS2 5 40 R ) SRE S B A A0 T I
KAFREE VAT 2 A ZE S L BE[9]-[12]. B KIELE MIRI H RF T R 4R U R

2. PiENARS RIE

MIRI J&5 e 5 5 3 O IE B8 R 40 M2 P R AR, FERRAS RN, ki ge Ak T8 ERES, 6
R FREVE, PRI s FE Ko B BN ST N, S A DR N R AR R, TR A2
O fIE. XFPRTIAELE T PR FEAS, BN “Higs” IRES, W2 PriEm “TiEeE” , HOgiEscety
56 P 2 B S A A R (R RS TI B o H PHRE 0 B F) TUIE E R L PR 5 S AR A A DR A
3\ (Damage-Associated Molecular Pattern, DAMPs), 418 ¥£ 3L [K-F--a (Tumor Necrosis Factor-a, TNF-a).
L2 B - VG 4 it £ 9% il 4 5] - (Granulocyte-Macrophage Colony-Stimulating Factor, GMCSF) 5| & . il
T P R R 20 B S L dE 1 4R A X -1a (Interleukin-1a, IL-1a). A/ Z-18 (Interleukin-14, IL-15)-
F 4042 -6 (Interleukin-6, IL-6). TNF-a 55 7E P S AEAS T o5 55 Ja SRR Hh PR I 7 Y 1) % A 4
LR 1 R - SR SR B A 20 B AR [ W o 1 55 4 LA B R 98 o4k, AT D R34 [ 11]

3. EEMRS 2
I W 240 L o LB L T 5405 T A 2 AR TT AR A P o LTI A AR AT S W 4 A S 1 0 UL
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RAEARBEAIMIZET[13]. GMCSF & —Fh = ZRUR T B 4t . R 2T 24 200 A 13 i 248 1 P oA 0 2 1
GMCSF £ #AE SORE RO FE R, feA SR B BRI 4, WAz 4B . M 4 R SRR 4t
IR ANTEAR[14]. 7E 2 MIRI A2, GMCSF RN 2 L8 K& G S AR I 45500, ik 4 0
RIL. 7E MIRI B HR BRI, IR ERA% A BRI 52 40 (O IEZH 2R A R 42 11 ML B B 4 g
[15] [16]. SRJGBEMA R RIEN R, 40 TNF-an IL-18. 1L-6 A1 4004 2-8 (Interleukin-8, 1L-8) LM%
JE N, I MIRI[17]-[20].

BEAE SRR I AE S S TR, EMRGE M S SO E B E M2 R, T S WA 2% A R
40 e 25-10 (Interleukin-10, IL-10)F04E 315 PE T 40 i (Regulatory T cell, Treg) 74k K iHIE #5E, A
MBS MIRL FLEAR) M1 ERRAHR A 500 SO0 R N . M2 B g4 i 4 B i R U AL AR K R -
(Transforming Growth Factor-g, Tgf-B) LA i3k i 21 4 41 i i A6 9 WL 4k 40 B [20]-[23] - 32F 11 7= AR i S 2
MLFHEER, ARTHIGONHRA PSR, [ L RIR T RO LR 44k 53 2 [24]-[26] .

4. BARHER D FIRNSRIE

I3 BRI A 5405 LA BBV E AT R I 4k R A5 40, R 2 U0 K& O IRAET:, ki e
L WUBETHHE DAMPS . 1% 5647 5t G045 Co LI 4H O AZ R 43, v 38 7% #2225 1 B (High Mobility Group Box
1,HMGBL1); Mufipksr, W1 RNA; NI sy, WeriEE A; Lhifkpisy, Wgekithk DNA, LRIk
AR, WONUIEREE . XL DAMPs HVF 2 B AT AR s 2R 51 32 4k (Pattern Recognition Re-
ceptors, PRRs) LA, JrR4dE Toll #5244 (Toll-Like Receptors, TLR). NOD #¥ 5% 14(NOD-Like Receptors,
NLR). i 70% LAk 25K 724 %2 14 (Receptors for Advanced Glycation End Product, RAGE) L Mz #MA 324k . i%
S ARLECIE R Tz 3Rk, B AE 2 R MR R (S S AL S, (AR BRI PR ARG B R A2 [11] . Toll
FEZAR 2 (TLR2)M 4 (TLR4A)LL K RAGE 4EE, et T «B (Nuclear Factor Kappa-Light-Chain-
Enhancer of Activated B Cells, NF-«B) 1), M {2 28 B8 1) 214 3 J5 3l NOD #5248 & 1 3 (NOD-
Like Receptor Protein-3, NLRP-3) # Ji /MA F BRI REA T BT, W1 IL-18+ IL-6 I TNF-a [11] [27]. FRUbZ Ak,
O U FRD [ A 240 B SR L P Y 5 2 () A T R MR E . B kA S, O LR . o0 I AT 4 40
RE AT BRI SR SE 7 T A LT, W1 IL-18. TNFa. 1L-6 Fl#a{k[X ¥(C-C # )ik 2 (C-C
Motif Chemokine Ligand 2, CCL2), ARG HRIE, 14 980k fil 5 40 M 52 4 BIRESE X ([ 11] [28].

5. Sk T-5KE

BRAET  (Ferroptosis) £ MIRI 5| & I A SRR ARG S EH . MIRI 5, 4B fd@id (LG8 T-E N I
W5 PE4H MU 56 T (Regulated Cell Death, RCD)2H & 77 WAE T iX 4> 53 DAMPs FIRE, — H M AR T
Hiok, DAMPs fi<xidid 5 PRRs 45 & RIS IR REGLIE RIE B, Fldn, HMGBL 2 8k5E T4l FE T id 72
HREJY DAMPs, ‘©1Y5 PRRs 454 38 i IS B M i = A= {18 28 40 B IR 7SR B 5l 4 $iEE[29] [30]. 7E 4
it FE e, DAMPs f72 A fE 25 B GBS A2 (Phospholipase A2, PLAR)AR 18 1% 4 U 17 12 (Arachidonic Acid, AA)
ARG, 24 AA B PLA2 FIRIERE C (Phospholipase C, PLC) MR NG sl kit , & & A iEE
RN BRI, X RN FAFERTFIRZE . IL-1. 1L-6 L& TNF, EAISHES RIERBE R N .
) AA TEIEALRE-2 (Cyclooxygenase-2, COX2) E R TR N A AVNETERI T PR &R, X LERTHIIR &R
S DU EL AN i DA R At A REAN AR, EAErP RN . T AR B KA. XS 58 A5
BT -y (Interferon-y, IFN-y), S5 GEREAFREE (A& BT« 55 10 40 OB T 7 S 804
WAL, JFREI SR IR RGP . BN, A% 52 EGE K5 4 (Nuclear Receptor Coactivator 4, NCOA4)
WIRE A AW, (FHE A A AR AR, XIS SEURAYEE, TR AR N
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RIE[29]. BEAL, OB AE T @ Y N R TLRA/Trif AKERMES SIEEs, (et Mkign iS5
TR ML Y R A 5 B, AT S Bh R O [30]e SR, JOE IR0 X4 S8k T8 v o s
[31].

6. ARETSRE

YN A1 (Pyroptosis) /& —FhAHAFE T, FAFAEZ NLRP3 % /AIMAEIE A 98 0E [ Bi[32] - 7E MIRI Hr,
NLRP3 % 1 /IMATIE 51 K JORE RN, T B ML 5 180 25 (10 2 I s SRR 98 i Ao FRPRE TS, 30 928 1A 15 A
JORE A R E F[33]. NLRP3 # M/ MA S —42H 1 NLRP3. 2Bt K 4§ J5-1 (pro-caspase-1) Al &5 21 it K 4 il 5=
£ 45 14 38 (Caspase Recruitment Domain, CARD) [¥11 T #H J¢ B ri £ 25 1 (Apoptosis-Associated Speck-Like
Protein, ASC)4H hi 1) 2 AR ER 1 & & [34]-[37]. 7E MIRI JAIE], NLRP3 %1/ MR & & 2 R E R 741
(Leucine-Rich Repeat, LRR) 45 #4385 n] 1R 51 N IR AR 5, Q08 B8 -1/ T BRI AN Fe e A Zobi i M S A i
4 NLRP3 [ LRR Z5 38 7E 1R 1 iR IS IS 5 I8 30 5 » NLRP3 1) Pyrin 454938 (Pyrin Domain, PYD)
2> 5T A S BE SURE 2R 1 (Apoptosis-Associated Speck-Like Protein, ASC)f#) PYD KA EVEM EAEH, %S
ASC 55%1k. #RJ5, ASC 1 card 3 %5E pro-caspase-1, J BTG 2F- MR 4 RE-1 (caspase-1) IR W 1M
T caspase-1 244 IL-18 FiAAN 1L-18 FiA M0 TR A VSR g, FEREI4EMsr, (ks
HPGN I JORE N o Bh4h, caspase-1 IS 2 it Z Gasdermin-D (GSDMD) 24k, FECFL N i 45 4415,
IR B S, A5 M3 o I 45 G T AL, (R a3k A IL-18 1 IL-18 (a1 4 A A RE IS o J8 I ix M7 8,
20 R S (a9 RE ZRIBC S SR 4 AR T R MIRI [2] [3] [38]-[40] .

7. RS REE

RS &M FRE VMG, 2 5IHTHREMISFURES . B RV /METE 1R 20 i st
Too MERAAZ G, BRI T F(MROS) MIZ R /A DNA (MDNA)H] 380 NLRP3 48 M/ MATK0E . it
b, BRI AL BB AL R LA R FAth 5 SR A4 AH G 1) 2 1 o AT B AE 51 K NLRP3 28 hE /IMA IS 1 7%
EHoBVER . Bltn, 7€ MIRI ], 35 4 )8 & A B (Matrix Metalloproteinase 2, MMP-2)£ [ 48 A4 3 341
WIS . 2R ADIRERI TR, ISR RARIE B H-2 (Mitofusin-2, Mfn-2), 7E MIRI Hroxii ke, it
TMifis & NLRP3 78 hE /IMA A 56 K S ) S [3] [41] [42]

LR R A F W (Mitophagy) 7E 3% ] NLRP3 48 i /MA S /7 TH 2 ¢ 2L, 32 Bl i 4o b 44 H Wi -NLRP3 i
PESEIL . BRRiAA HWERT NLRP3 4 PE/AMABGE R R R, X0 Sy PAT 2B OCH B2, M hifh | k) ge
HHL RS 2> S 505 11 42 (Reactive Oxygen Species, ROS)FR 2, MMl fif & NLRP3 28 /M i3 [2]

LR, AW B TIERR4IM N NLRP3 s M fil & R 28, B 98 RE /MA R 73 DL K n NLRP3.
ASC I IL-18 A MR 1[43]. H5 FARBFFUA R, A HFIE I E W EE E AT NLRP3 28RE/IMA I
o AEMATIIREFE T, YUBEAT T R AR 1) B MR RT3 e D 2 R B B R 1 B, IR SOE MR
BOE, B0 IL-18 A IL-18 SR R AME R TS . AR, BT —Sediie i R A= A5 Sk, IL-18 A1 IL-
18 SR % Koy i Py o gk N W IR 48 SR AR TEA T B A, ST ZE A0 R R LA, X g — AR
Jill T A ) ARERA5 3] 2R 44Tl (Caspases) /& — 2R It 2R 25 (I, 02 4 1 caspase-1 [44]. TE4H
Ji £ T RS 1Y) caspase-1 IS IL-15 AR RN 1L-18 Fi A4 00 T B A A= i 14 10 e st e =X, AR 3t 9E S
R W o 9 5~ P SR B T B A 771 1 P IS a0 TR Ak e D 2R B A S 1%, B caspase-1 PR 4 4101 1
J&, NLRP3 R AE IR RIS . X 55601 B A5 A S, 5 R 5 223k — B it 7t

8. PIBK/AKT B 5 R E
PIBK/AKt & — M 2 AIE T AT HE S SEK, 25 RIEMMERE. FAimMmafET. @

el
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A PIBK/AKt 15 5% T8 B 10 ol AR 0L 32 80 1 MIRI. PIBK/AKT A5 538 B (1) 40 A1 fl 5
TNF-a. IL-6 Al IL-18 /K-FIBRAS, SESAEMIIR )R> [45]. N B A — 4% & & B (Endothelial Nitric
Oxide Synthase, eNOS)TEM L O HESRIE, & Akt [ RN T, 52 PIBK/AKE 15 538 %
i[46]. DA UEHE R, PISK/AKYENOS {5 5 4% 51 B i ik P U it (0 2B R AR HE . A5 SEHEIK e Fi 3
ZEAF)AE O AR B WL b ok B . BF AT S, e ME T P O RE T S G 5 A RE S A 4 ok
PI3K/Akt/eNOS 15 Z B & 0, T35 NE MIRI [47]. ISA 502 ) /NEEBRRS: 1 385 4] PIBK/AKT 15
AL T DL S K 4 RE OSSR TP MIRI A, @ A% K7 NF-xB {5 5 8 B> 98 0E [V [45]

9. NF-xB 545

WHERM], /£ MIRI 2, TLRA/NF-«B {5 5 B RHGE, BEMi5ES TNF-a 807748, AR RAER
PR N . 24 TLRA H80G T, TLR 354449 Toll/ A4l &-1 % 4&(Toll/Interleukin-1 Receptor, TIR)4:
s e R 1, InBERE 1L AT 88 (Myeloid Differentiation Primary Response 88, MyD88), il fit &g #4
BE 1524 55K 6 (Tumor Necrosis Factor Receptor-Associated Factor 6, TRAF6) iRz 1L, FHidid(5
SRR S R AE NF-xB 41141 25 [ (Inhibitor of Nuclear Factor Kappa B, 1«B)F#fi#, MM NF-«B % 240
M, T AR T NF-«B BIB0E . FOB0E 28 20 5 O IEAS T i A OC B F B e s, JU R RO
HAMETERA. Pk, 06 NF-xB DL ZCIES S, X MIRI PG B A B X [48].

10. $5/45 AT B KBIEHEE || SRIE

5 15 38 S R 2 08 11 (Calcium/Calmodulin-Dependent Protein Kinase I1, CaMKII) & —>% 1)
RE22 IR/ J5 2 TR B W R, 122 PO NEBR IR R LH RS S % O E L, IR S8 B4 S ok i 7
FEVER L AB YOI R DL R0 )55 . CaMKIL A 4 N EFEZED, B CaMKlIl-a. By #1 8, Hih CaMKII-
0 L EH I EE K. CaMKII-6 2K AT AR BT, 7742 11 MR A4 . SERTIBE SR, ANEI
CaMKII-6 B X o JULAH B35 71 BA #OAAS [R B 2 AR IR R FH - MNIh &g &, 47 T4 i 5 = 1) CaMKII-
52 £ NE MIRL, T A7 T4 f A% i) CaMKIN-63 WX IUA TRIER, 322 A I mld it FEx) NF-xB 8%
TNF-o FIE R R SE3[49] [50]. CaMKII-69 J2& Ui i35 1) CaMKII-6 B4Rk, W FiR 1, CaMKII-
09 FH AT LA O 2 I IH] MIRI %S 1) NF-,B 51t . CaMKI1-09-1KK/IKB-NF-B 15 = 38 % 7] i 15
O UL A, AT S0 O 8 B SR 3295 [49]

11. [EFERTRRRIRAISND IR S KA

ARk, 1) 78 5 40 B AT AR (R 4R 44 (Mesenchymal Stem Cell-Derived Exosomes, MSC-EXOs)TE G
I 7 TH s BRI 7. JUHZ MSC RIS Zhi A S S RNA (Noncoding RNAs, ncRNA)7E MIRI
H R MBI I[51]. NI M EE SR T =A%k RNA FlZi2 RNA 4b, 62 K& AR
5 RNA, RN RNA (MIRNA). K EZRD RNA (IncRNA)FIFRIR RNA (circRNA) [52] [53]. it %A
miR-181a [ %A 7¢ 5 140 o 4444 (Bone Marrow MSC-EXOs, BMSC-EXOs) MY #E MIRI #E74 iR i
TNF-a A1 IL-6, 1 FL7E S AZ A0 L iRHT R 40 R 7 IL-10 [54]. 6%k miR-182 117 i [ 7 i 41 i 1
#(BMSC-EXOs) 1] LMEiE M1 EWg4iff [ M2 RE AL, AT LLkEE MIRI 3550 980 [ B, B 1]
DMERERAR A MMEE . ShsEIGiEss, HALHI T8 & TLRA/NF-«B Jl EEHIH] 1 PISK/AKE i E S
[55]. A AlfEE MyD88 M TIR 4518/ B J5 55 PIBK [ p85 T Ik 4s &, {2/ M TLRA/NF-xB % 4%
A5 K TLRA/PISK/AKT BB IR, M4 MIRI [56] [57]. A MSC-EXO i#i% miR-182 aJ LAl 4
RESR S, MITTZEAR MIRI[58]. SR MK CoURAP B0 1 (1 73 FHLHI R e A B, 7 B TR N AR
W HH .
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12. AXREKESRIE

A W 5T s A7 FEFEIK E (Dexmedetomidine, DEX)F#K T TNF-a Al IL-18 FRAER TR IL, JEEME
A T JIE [ N TLRA/MYD88/INF-xB {5 5 1 i 7E 8 R 15 Hh i 35 S B FH - DEX TR AT 7 HMGB1
/311 TLR4/MyD88/INF-«B 155, 4 MIRl. AfTIAA, #ifi] HMGBL /5] TLR4/MyD88/NF-«B
{E 5@ T AL DEX S ONR PR AL 2 —. AR, TERRFEE FTEF AR+, DEX Enlil
it TLR4/MyD88/NF-xB sk 4 5 K i v K17, DEX A&7 AE@EL ] HMGBL /51 JE Kz
B PRI £ B MIRI ATIAN 28 [59]

13. IMESRE

MIRI & —AN 2% B AL AR 78 4 IR R . 72 SN BOBLEN B, RERBAE AR R —, i
FERERE. AT, KBEUAIT 7 SO0 5 HLHIRING ZORE SN, i[RI AR T 22 AL a7 5
R A RS MIRI, DA fFE— DR . AL T S ) ST S N 5 22 ML, X LU At
EAH FLARST, MAFTEOREE, Wb MR A . BRI L Zokifd  BRAE T L 40 B £k T AIME 5 Il B 551 5 DAMPs
A PRRs 5%, BEATEVFRENEE MIRI BTG BRI o ML 00 HH SR B8 T 2 4R ik 4 BT iR T 4 A

&E 3k
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