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Abstract

Acute myocardial infarction (AMI) is caused by a rapid reduction or interruption of coronary artery
blood supply, leading to local necrosis of the corresponding myocardium due to persistent ischemia.
The disease has a very high incidence rate and mortality, which seriously threatens the health of
patients. Even if AMI patients receive timely intervention treatment, myocardial cell damage and
death still exist, which has a significant impact on the prognosis of patients. Ticagrelor is a novel
P2Y12 receptor antagonist that effectively inhibits platelet activity by reversibly and non-competi-
tively binding to the P2Y12 receptor on the surface of platelets. Recent studies have shown that ti-
cagrelor not only improves coronary artery blood flow by inhibiting platelet aggregation, but also
directly or indirectly protects myocardial cells through various pathways, making it a focus of re-
search. This study aims to review the current status and progress of research on the cardiomyocyte
protective effects of ticagrelor in patients with acute myocardial infarction, based on recent studies
published both domestically and internationally.
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1. 5]

O I P95 (cardiovascular diseases, CVD) & 4= ERAE T R 7 $H B LI IR R, o, KR4 fadHyk
1E TIREFI AT RSN E K )E E[1] [2]. fEHE, B 1990 Ffg, OB “RBoad” o8 c s
BB T RESE. A, BTREFE CVD BEREMARER, i EArZ@ii@&smE, cvdD &
AR R BB R = 2 — . JEGETE, TR I 0 1) S R R BT, O R
BENHLIN 334, FoiE0 & 1139 F3[3].

SE 0 U BT (Acute myocardial infarction, AMI) & e Codp I — Rl L, FLER A SO 78 2 Bk
LA AR e B DURR “ B O U AEE S 8, ORI T 7R Sk O LR MR I B0 R, 74
tC A= kR O UILES 25 1 (cardiac troponin, cTn) S 5 M As i 2tk D LR, el R 2 2 20y &k
ST Bt B0 LA BE(ST-segment elevation myocardial infarction, STEMI A1) ST BdA s 2.0 LI 5 (non-
ST segment elevation myocardial infarction, NSTEMI) [4]. AMI (¥ 3= ZEEUR AL I & 5 ke REAE AL, K2 3h kg
FE[5]. BRIk, PukRIARTT (R EE PN BT EE LB N J7 1) A5 I 9 8 . Bl w] UTAR S —Fl P2Y12 SZ4441)
I F7AH 25 & B XUPTL I /MR ST 5 (dual antiplatelet therapy, &R DAPT)RI K T HiAR IR T I A[6]. TEIRIR
S, AR CIR P2Y 12 $H ) S AT S | R R B R i . SRS B VRN DR P2Y12
IRz —, HBOTHENESES. tah, #5 BF e PCLIRYT G RE 2 LG AS AT R, X W]
RE RPN BIRTT RORANEAR, BE 17 51K S A PR B AR TR G, e 2 mT R 51 R™ B AN RO I <
FE[7]o B S B i A A% B AR T SRS T B S k), I RETE PR MR S ER, SR80
EEUAR TR AL, BT R TR A X [8]. R, X FEAZ PCLIBIT I AMI B3, HEZEAR
Jo FE A B A B B A R, T AR SRS T [9]. IUABEERY], X2t ONUBISER) B, KX

Tk

DOI: 10.12677/acm.2025.1541134 1889 Il A 2= 27 ik


https://doi.org/10.12677/acm.2025.1541134
http://creativecommons.org/licenses/by/4.0/

T 45

BRREGIATT AT ARG/ MBI T7 1 (RIS 35 B 83 Ry Do LA, HACR B2 [10]. ARLRid BRI &
v 0 S O T URE B 8 35O ULER B R 7 T BT T BIIR R ik e

2. BREIREE IR RRE R E

JIRWEE NS K% 7 T IR 17 (adenosine), & —FRTEMR AT 2 /3 A K IR VEAZ T o AHUA RS BIRRRE IE W
BT, JREFRR R R R (B2, RS EATIE . B FM B2 S N IR S I
TR £ I N M M T, AT S8 VA A R R AL UM A e R T, DR AR L (Rt i A R AR
AHLWKR ZE[11]. BRI AR A0, — HP AR sh vk s NGy, DLEAT 5 8210 R
WARFIH . NG R GE b, Y5 (4 B 25 08 ok 20 4 R 1 (g Ay 3 e P A% e s
ENTY AT IE, JiBId S G & AMBSZ R4 G R RKIE YN . G B AP A% %,
MEEN: AL, A2A. A2B I A3 DYFH, AN[F] 52445 B AH BLAE F Re 8 il R 2 #E i AR B BE[12] . BF 9T SR
WA[13], Bk Enis Ae s PHI AR 1) ENTL, 980 PRV BR 2T 4R, s Be T P R P AR 1)
WEE, RIEH ORI ER

21 BREEEEREN SHEROIRMER

BRI MDAV RE T R S0 AL AT A3 2RSS &I, ER gl R — RIAEL
TIRERE, AR LRI B A SRz DL OISR TP TS A2A S2ARES &, T & 51 e R 3k
Prak, Mg, Jyskin O MUER AL FRREE (R I [14]. X SHESE A[10] K kA A [15]17E R 78 25 4% Hi vk
XL LERI 1 I W5 21, 5 SRS B AU L, R B i 4L 0 Co LB A, B35 LR g [7) Tl (CK-MB).
WUESE AT (Tnl) BLR LB IS (CK), #8525 MK, X R U B ERIS BES I AMI B B IR AR L
TEREBLH O ALRY B o BEAT, 72— TRANPIRT TR [16], Brfis 3o 410 35 PR A 1 S W02 B O U URESE T RS,
I HZ A LR BOR AT AR AR RS P e 210 e, I MTHESE 1B AU ERT R -

2.2. BREEEERET N SN/ MRIER

BRI B 1B R0 P2Y12 SRR /NSRS AL, 34 REIE AL S0 ) R AR B 3 B 4] /MR
REMBNL. BRFFAE N — PGB M/MSGE AR, HEZIEE S A2A f1 A2B ZARIN4i &, SEm
IBERRF (CAMP)HIREZ, ] MAPK {5 51, JFIHIEBSER allbp3 BHGE, AT ASEST LM AR
HI, TR RO IL[AT7] . BIEFE4ER[18], B A% BVl o B A S LI I/ ] £ 2 A2A 32 4 sk
e

2.3 BiRImEIEERE T FNARFIAMER

1E AMI R A . R R 22 51 ke A R AR A AN DD R RRets o — A0 ZU(NO) & — i el P 1 48 i = A= g
AY kA, sl AMREM . RE, 06 D408 - N AROREE, A0S VLG G 5 5 2 Rl AR S
HAERMES 7. AFRET, NO EZi N A — A A A B (eNOS) ALK R B IM A= 1 1 7E eNOS
FORELINRENI S H BT, AT 23 NO A= plbsah, JEmii e i s DhRe[19]. JR T BRVE b B F B (AMPK) /2 3
HE LR . AMPK 1T LOE BB LGS eNOS, M3 n NO /=4 . £ Vilahur ZE[20] 1 78
Fath, B kS AT 9% AMPK-eNOS {55 8 B 0, AT JskdE 4 o) SRR i R4 O L. BEAE 1S CIE
[, AMPK 3= YRG0 M AR E /K P38 I B S o eah, 7RI RE 21 e, Bk i ol LS S
IR akt/ AMPK/eNOS 15 5 18 6 38 i Ifi. & P J 4= K K+ (vascular endothelial growth factor, VEGF)[¥)
Fak, WIS T M A . E MR B B b St i B A T A 1 308 e 98 o A A i A8 S 0 P Rz 400
FRARARS AT B R -
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3. BiRIng AP AN 4B R

PCI AR Ji5 /o UL st i P A o U URE ZE T AR 3k /)N 119 [ B 8 2 DR e AR Bl ik B ARl 5 Il ik &2, A
ML P BB S RE B . O Rt g 51 RSO LR I — PV 45145 (myocardial ischemia-
reperfusion injury, MIRI), HERFEFEEE:#5[22]. NPT 2R MIRI I E BN 2 —, YR 71
TRI—MEa, R ONIZH. O JI5E, O R R EER % [23]. PDCDS5 (F&/7 4L T & H 5)
SEYN A T R AN AT R ) SCRRE ER . TR IRAR P EAE T, KRR A O R B O E E N A
t, eSS SN ER A E I AE T2 [24] . B ik EL 4R -2 (Bel-2) 1 B ik 40 iR -2 AH G X & F1(BAX)
S U T AR 2R A A% o R S T R T o Bel-2 3 3 i T AR AR R P 1 DL R PR AH R (K C Y
PRI RN BEAIE Caspase BTG, SCELILANHIHARE T RMERH o AL, BAX DLEE R g b A 1) il i
PE, SEMAR R C FIREI, HI0E Caspase Z R HR MG, AT fid i 40 B0 T2 14 5 30[25] [26]. TEZ=IT#x
It [27], N &M S S, PDCD5 HIERIE /KA IS, H & E P53 i LBtk /KT-LL & BAX
H1 C-Caspase3 &k /KA SR> . 52 M, Bel-2 (kKT K5 BAX FIHE A Frighn. X
desk B, O LR MZE B4 B S35 15 (Hy poxia/reoxygenation injury, H/RI) IS FEI, 5 ks B v i
NiH PDCD5 KAHICONA T &R A MFRIE, A R T O N4n T,

4. BRIREIMRIER

RREAE AMI (R R FE LA PCLIRYT J& I B 78 FIIE A 47 A6 SC B A €0 I /NSO 0oL
FEBE S5 JERE I NI B B2 5K o A A— M /MR 25, B4 Bk Be % 1 B — BRI HF (ADP) 51 K 1)
MR IGE , TR TLNBSORETBOR OGS IE AT, I FEARAR A 1R /iR - 4 SR AR AR T . B 0E
PR AL, R o) A B 2 B [ W 4 L A 0 s . R 45 2 R B LR A T 28]

M1 A E AN e — R R 7 AR R B R I SRR, AR O UEEAE R AL IR IE 5T 2 5 T
AMI [ 90E S NS FE[29] 0 A% H IR S JRAL EE M SEAE S AR IR R 1 45 AR 5C HE 1 3 (nucleotide-binding oli-
gomerization domain-like receptor protein 3, NLRP3) % i /MR AA7E T BG4 h i —Fh K> FEAR S
A, ARBE R A 5 TR I EOE AP T [30]. 4iX—RAREIE S, NLRP3 £ 5 HAh R (A HAE
., 552K A& -1 (caspase-1) 335 » 1L caspase-1 (cleaved caspase-1)ii i 55 1 #if (442 -12 (pro-
IL-1B8)F1 pro-1L-18, 7= HAG MR ARIGEN IL-18 A1 IL-18, #F— DS HAab e diiy, %S5 E 2T
FIIE K I B, AT 20 ) R2[31] o FER (AR [32] MR Fid, Bk Hiig i Z FEIK 7 NLRP3.
cleaved caspase-1. pro-1L-18 1 cleaved IL-18 3R . X 5% B & 46 S v i i 5] NLRP3 28 i /MAGE AR 1)
WO, BERS A RGO R SE S S, TR FE DR LA B VR H

T2 1B (NF-xB) & — FfiiZ U fR) 2 sy 1 1 DR 1, 0T DA et 1 425 S AZ 4 i 1) 5 B 0 5 Wk At PR PR Vs 41
AW B 2 REA AR T BRULFIRAE 5, 7 MIRI G 1 988 b B RSB L MR . AR ERES
T, NF-«B 5HAPHIEE 1B FEE TR =R AE M BT A AL T IEEHARZS . MIRI I, 232 FH LA
HMRIR M, 1K BBOE, (2 1B BERR AL E MRz AN SRR, BUE NF-«B, 1 NF-xB G LR 2
FIHRIE K ERARER T, O ULt RS BT 1 14493 [33] . — TiA ST K B [34], B k& Hiiie ol LAFEAIC NF-xB 1)
ik, (AR AN R 7 1B R FERAR, AT 156 W A% B i T LU I #0 ] NF-«B {5 5 I8 ER 104, Rl
RNE SN T ERA ML

BEAt, B2 il AT 7E R BI[35] [36], B RS HA VAT n T LLRRAIRIMLYS hs-CRP. IL-6. TNF-a 7KV, 1M
Fhi IL-10 KF o B HIESE T B EEIE AMI BE AT, I8 A RN 2O [ R, - ek
O JULEH B R 4534
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5. BiInginELiER

SEANFOR T T2 A SRR R R T, 3 LA S PR AR, 14 E 2R (ROS) A AL
SHERAL 2 B PESTAAL RE 0 T BT SR AR A A S 451 T S T RE MRS, 4K T 5 BUM OB I A E A R
JE[37]. AMI R EJE, CoLAIESRAE S IR 35 SR BT R R B AR R, 2l o 2R P S8 A I
SN, X R R A AR A A, IR LR AR R i [38] . A B LB (SOD) 5
AW H B ALY B (GSH-PX) & AR H AN AT Bk O DU ALl . e AT 2R R AR PUELN B,  BEIRAR
H X A S AL IR o AR Co LR I BT AR, KR AR IS 2k & 2 SOD Al GSH-Px 1E
s IR EE N B T34, RS2 B AC RN, SR AR B A RO, AR R T
(MDA). MDA [ i 759 B A D i B 1 S AL S AR G R BE 1 — MR FR[39] - A% Fi s mT LAGHE 3 vt 2531 fl
LN A S 4R v o UL LT FEE VA PRI RO, 9 U B S L s - LA S B (7 A, 1 0t
A N LR AL BT R, AT A HE 2 3 LRI /R T o AEARHRZE[401 W FE T, 32 B AR BB )T ) »
SOD /K12 T, [ MDA 7K1 525 FEA,  RIER] 1 B A% Biis 101X —%0H

6. BESRE

L5 LT, B EISAE SR O WUREBE IR T Hh R I H B A% SEHT i MR 25 W) 22 Rk LR S
Hidnt 2 EHL, AEPURIEAR LSO AR I Ry, BAERE I A PR R EIREE . HIR T PLR K
PUAEE . A IRRI T SRR 2 2k, (HELHU B A A B 1 R BT R R AR ZR o ARORMIT 7E I T A
HEVRTT G, DLRCR AL IR R R 2
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