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Abstract

Myocardial ischemia-reperfusion injury (IRI) is closely related to myocardial injury after myocardial
infarction revascularization. Finding ways to reduce reperfusion injury to reduce the adverse risks
after myocardial infarction has become an urgent issue to be addressed. Ferroptosis, a new form of
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cell death, has attracted much attention in recent years. This review aims to summarize the mechanism
of ferroptosis, the evidence that inhibiting ferroptosis alleviates myocardial IR], the evidence that gly-
cine and N-acetylcysteine (NAC) supplementation improves myocardial IRI and the potential to alle-
viate IRI by inhibiting the occurrence of cellular ferroptosis.
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1. 5|8

S L LEEFE (acute myocardial infarction, AMI)/& 7& 2 J9 (coronary heart disease, CHD) ]/ 828, &
WA BRE, BRI E. BEER. &R NBITHIRE, AMI FIBET-E H LT 30%
TRER] 5% /A SR, AR BRI Co UL 28 K 52 1R A Hh Rl 5| e P R A A AE VMR I 4R R AR AR T
HILG A ONLIRL, X2 PR O M A EE R sk . AR, O EE S SR A & A4
CUVBEZEIAR 50%. 2 F& RO UUER MR TCIE TN 1Y), 2 Tovkt ey, T2 RS Fis O s SR AEF
OJUIRL BRI BRSO UL IRT BA /> O JUURESE JE A RIS o T IR J5 1) 4 1AL A4 L i) &
HAT TVF 2090, WEFCKIL IRT AlE0GE 2 M st 72, vl o3 AIRFE . T80 E WRAH S 4R AE T 55 .
AT AR R— P AL AR TR, 7E 2012 554 Dixion A RIS T E 2 H[1], Bk, AMTH IRI
FIAR BRI L SR AR BB AE T, B0 T OB L IRT $2405 S . AR SCB ARS8 T R A AL
PRNERFE TR DAL IRT FESE . #h78 H &R AN N- £ 2 bt & B2 (N-acetylcysteine, NAC)Jk/b IRT FIHF 7T
b J DL S sk f i 40 B 2k A0 T () R AR IR L IR 38 77 6

2. 1AL IRI

O WL IRT R BB 13 1960 4 Jennings 25 A idb Xt 45 FL el R 20 ik 59 RO I HEAT O S B6 A 7T, A
FoPHe, PR LT O WIS ZE ()3 BE 38 N[ 2] . IXLEAE AN A FR H, ANAE UL IRT 30~60 208 5 H BRI
O WUIRFERE AR 2 T e IR B Bk RF SR P 2E 24 /NI IS [2]. K1, FREEVE 2 S S E A 4140, b2 R
TR AR R AT A R 3R, D AEAE S, MJS, Braunwald F1 KLoner 7E 1985 4183 H i &G
T EO RS FESE[3]. 1986 4, Murry 5 NI TE R I, EK IR (] ke i A0 FRE R 2 AT,
52 RE YR I AT DA 2 O R o VRS T AR [4 ] BEJS, XM “oRIMTIGE B 7E B4 N RAEN IV £ 3)
VIR AR BNESE, R T FRREVE SR R B S BUO M CRY 1) 4 1 I R RL R OGRS ], AT LI 1 e fi
I f5 P RE VR 2 1A A B L IX 1)

3. SRIFETHH

BRICT A — PR g B IR0 . AN TS A0 T 2 4h, B R B — M an i st T . BaE
T 5+ R IR PO A B R, 20 i A 7 o i BOd S 2R, RS
MR AERIET:, FHENE=FEFE Tl @& 1),

3.1. R THIFALHLE
% AL G 72 (polyunsaturated fatty acids, PUFAs)#% AL g Bt S W R B T- R AE — AN EE
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Figure 1. Schematic diagram of ferroptosis pathway

E 1. $RETEBRrERE

BT BT — W RN, A A B AR DU I R 1 T 19 £ B2 K2 (oxidized arachidonic acid-phosphatidyl etha-
nolamines, AA-OOH-PE)J2& i K AL T 1K) K8 B R [6]. 11 AA-OOH-PE [4F s B =il MiILsii A &
K4 Kk 4 (acyl-CoA synthetase long-chain family member 4, ACSL4). % IfiL 3 A5 ok NH oL 35 #4 A2 1 3
(lysophosphatidylcholine acyltransferase 3, LPCAT3)FI4E 4 VU 4% BR i 45 & B (Arachidonic acid lipoxygenase,
ALOX). B4 PUFA (JtH: 164 VUJ% % (arachidonic acid, AA))#E ACSL4 1AL E il AA-CoA; LPCAT; i
AA-CoA Bt N TEE DU I B W IR I £ B2 M (AA-PE); ££ LOXs IIHEAL/E IR AA-PE AT #%E 4k AA-OOH-
PE, JFR¥EM—LIEMAERT]. 25 AA-OOH-PE /K-Fid S A RERE R, 5t 2> 3 BUIR B S id 2
SR, IS KRBT

3.2. SREHKFETHRIER

PR NAR N B B T 3R, LA B RN 0 A Y RIS R R ) A BT BE . Fe¥ 5 % Bk B H (transferrin,
TF)4 & ik TF-Fe*' fa #i IR B A #5485 A 524K 1 (transferrin receptor 1, TFR1)7#F A4 HE[8]. #E N 41 0 # Fe?*
BRI H IR S8 8 L B BT R 3 (six-transmembrane epithelial antigen of the prostate member 3, STEAP3)it Ji oy
Fe?', fififAAE A€ Bkt (labile iron pool, LIP)H1[8]. FEIEFHNL T, Ak g BRI KT CRIFE IR H AR KT
PABH 153 1 4 (reactive oxygen species, ROS (T ALY Ho0,. 32FE B HIEENNTE K. AT, BB
PRS2 BER IR AT E N, kit rh Fe> A1 HyOy A A2 550 S ¥ (fenton reaction) [9], X2 iiid
SAAARBEE SN T 4R -

3.3. HERSABHK(Glutathione, GSHREHZES5HRIE T

GSH £ &N —Fh B Z X Hr a8 FIA B HETE R, ORI INHEIE T RS . AR - B4
1% )% IF) #5128 2 45 (cystine-glutamate antiporter system X, x-CT)& &R BAR K% TA L 11 (solute carrier
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family 7A member 11 subunit, SLC7A11)5 ¥ Jii 4 /4 5<% 3A Ji 111 2 (solute carrier family 3A member 2 subunit,
SLC3A2)ZHRER M —Fh 12 IREEREE A[10], AR B2 1:1 ST NS5, REEREE
EANM N S HOCFIE B AR [11]. GSH MR EIR. P X H = IR R B 2L D R 4%
i (glutamate-cysteine ligase, GCL)FI4 Bt H ik & 1% (glutathione synthetase, GSS)FIMEALAE ] T 2 #5250 & ik
[12]. A WEH BT ALY 4 (glutathione peroxidase 4, GPXy)/& —F & i, HAKH: GSH . GPX,y
oh I PR AL RO R 31 (Se-H) B S N AR (Se-OH), 55— GSH M TR JEAl IR, A= p sy 1 [ Al i, 1225
Wi —A GSH B, BB H Ik (oxidized glutathione, GSSG) [13]. GPXy Al AL 5 iF i it Ak
Yk IE o gz 14], AR NI B AL ) 2R, BE M D BRAE T/ A A

4. HIHIERTET2OE DAL IR ORISR RR

O UL IRL AR O LA R AR BRAE T CARIE S, KB SEER B F 4 H 4 2R A8 T Ty 0oL IRT. BL7E
BRACTMES B AR 2R, A IRIEARZRL AR e i A GPXy AIFEOL IR JE ORAPCIE[15]. IEAF,
ZH— TG R SR B, TESMRHEM AR T, RIS 8 /NI i kit 23k ik(— FhER S G770, H AT S HIE
SERTIRD BRBE T I R AR) AT A 80 S B AR AR R, DR AP O LS S B A, OO e 3 5 1ML 4 B (left
ventricular ejection fraction, LVEF) IR 8 ti Ab T AR [16]. BEG ) — TR 7R, 8 it ig
(o0 AR BEFM IR AE T T80 B A AR AL R () TR [17]0 83— SRR I6 ByE e i, £8C UL IRT 3R]
I ERFE 0] AR Lo ORI R A0 [18]-[22]0 R BG5S ™ B 1 DABKIE TN H AR T LU IRT (93 7

5. SERRERIE AT M BE R HE N

AR, & x-CT REUZEHE], W52 GSH #¥63, Ml GPXy kiF, S S it &
R, BIREIET:, SUMMBIET % S5 Erastin RUE T HIH] x-CT KRG FHLIMSET[1]. GSH Hh= 5L,
GPXy KRGt SEUERIET (23], I, BUE GPXs BN IN GSH 194 & 0] DA/ D R AET- 1 & A2 Alim S5 A\
(R FE AR I, M FRAN P3G 38 GPX, TG PE, I ML T )k A2 [24]. 5 — Tt se R I, —FhEkaE
TR, S AR R AL gl 38 2 i o8 23 SR & BT B0 x-CT R4, iE— Dk e 2l i 41 4k
MIHEE, A2l GSH A B8N, IR ERIET IR AE[25]. TERRIET 2 H 2 T — TU4H f /KPR W,
NN GSH IR 7T AN P P9 ROS /KT [26]. #R1T, E3H:45 245 GSH 15 NAR K sh ik i ml 471t
AN, BN EIR GSH 2 38O AL i rh S o i, 1 # kS GSH 2 S 8O PUE A GSSG [27].
U, BAPEESRET A GSH FIER G, @l mEmaik. HTEamRMESE, 1 GSH HIH R
B, TEGE GPXa (3T, 5§20 SLCTAL1/GPX4 @EiEME, LU/ EIE TR 4.

5.1. HEEg

JERTHIRTER T, AT R O T B, B S IR Bif5(28]. b, 70 JE IRIJ7
[, Ruiz-Meana 55 A\ — WU ER W], H 2 RE L By ZOR (A IS S48 20R 8, #m 1 IRT R0
JULEm B AR BRI G 0[29]s 55— BRLRE AT FE0 R SEae b R I, (R H &R S, B 5 BOAG 0 %0
PRS2 G [30]; 2012 E— UK AN IR FL LI, HEBRM IR KR ZE AR 21%, o=
SFF I 53 BR300 500 BB I T 19.11%F0 30.98%, HAEHZERVAYT fa, IRI K BRI IR VLR G /K 7 %
R[317. HEBRARS 0L IR 7RI B0, EHAERNEIR B e i, i, —BeT2 K
P& 78 (multiple myeloma, MM)HIREFE AL, H 2R G Z WL AR A0 A GSH P-4 5 25 40 1) MM 41
MO 5E, WSR2 R MM 20RO RS GSH, 5 MM #EfgA 55[32]; 3 — T/ B SR IR TR IE
B, 3T HZRR AT I8 BT IE GSH & R IAR AR A Y AE 17 14 97 (nonalcoholic fatty liver disease,
NAFLD) [33], #] WAMNEMEAN A HZ R T i0 GSH W& &, SUbFER, 2Tk, *haH 2 i nrm

DOI: 10.12677/acm.2025.153758 1426 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.153758

FHEM,

I A AR SO T 7 ST 2 R 8% B S AR [34]-[37].  FIRWE AT LS B, Ab e H & B Al AR O WL IRL,
HHZR MRS T R 25 b, HEBRIENSRIET Y GSH FIAM 7R 5k, FoAT TG B e 4 b b
7o H R R AT s i R R T GE O L IRT, HAEAE LS #N S GSH & &, HEmisem GPXq G 1,
458 SLCTAL1/GPX4 B iETE, SR, H Frsh = oy i e .

5.2. NAC

NAC 2 ZB AL LB ER . IR NAC X IR S200 S 36 T 70 AT DLIE 1 21 80 4E4CA A 90 4E
R XL TR Z 3R T NAC PIRPEH, RIUNECENMR I REVKE . PR PR O R R AR 26 Rk
/DB IR S EUR O LI [28]. NAC 7E.ClE IRT HH A 2/ H 2800 v 11T REUE7E IRT 18] R K5 A1
B RZN KL, DASTE R B B A/ECRh 4R 1Y) GSH & i . W TIE R, NAC Rl VH bR B S
IRI 511 GSSG FAR o J5 £ 22 HoAth FEAl S 38 i Fi il 5k NAC %G IE IRT #5145 R EFH - NAC #F
KHTFREEEROEY R E, I OgaE st oM hEE A 5. T NAC 78 SRS b BUE 1 K

Iy, 2 IRRSZE HIIE T NAC 72 0L IRI ikt . AHGERR, £ 36 432 RBIKIEMA BH I/
OETERAEAT, NAC ARy kRO I M 5 5O LRI T2[38] . fEH LIRS KB AR I 55 o,

NAC Fh 78 (74 Lo JIF A5 JE0 P A5 A P SE 1 90O JUE = AR ] AR TR 5 R O LR 53 [39] - 2015 4R
— U AR, o R R G Z B AT SRR AU T, M oM A 77 5 AR e R T I R A E AT
DAHIHIERFETI[17]. NAC IHTERIE TR IR IRARH A x-CT RIS S WEE T 5 RS
FIESE[40]. 2024 FRER—DHFFLIRIE T NAC LRIFE R & VL IRT ) 3 ZHLH] 2 AL T8
B3] GSH /KR hn[41]. @ik BB TR, FATAHESR H NAC IR B A0 T3 1 2l 0 UL IRI
gt T HAE FVLHIR RREE 28 NAC FIE 0 GSH B & .

6. &g

BASLIR T S AR, AT H &R NAC AT LUA s GAL IRL, (HHZEL. NAC 77 IRI B2% 1
TREL A B RS R FE A TT . KESCIRIAIE 7 BRI TR B AR DL IRT A, TR BRAE T R] o L IRT
Mk, HERR. NAC 1E8 GSH & MRV A B O MHI BRI TSGR 3R . A Et ATt — 22
I SEgs PERE TERAIE H R NAC F2& 75 el id i 4 AR kA0 T2 A ML i 0 UL IRE, 69T IRL SR LA
IR AR -

SE
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