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[ Abstract] Cardiomyopathy is a group of heterogeneous myocardial diseases with a variety of specific
phenotypes that can lead to cardiovascular death or progressive heart failure in severe cases. Because of the severity
and complexity of these diseases, the search for new regulatory mechanisms to prevent and treat cardiomyopathy is
particularly urgent. Iron death is a form of programmed cell death that differs from other forms of iron dependence and
is characterized by the accumulation of iron—dependent lipid peroxides. Studies have shown that iron death can be
involved in the occurrence and progression of cardiomyopathy through different signaling pathways. Therefore,
targeted regulation of iron death is a new strategy to prevent cardiomyopathy. In this paper, the mechanism of iron
death and its important role in cardiomyopathy were reviewed to find the potential relationship between iron death and
cardiomyopathy and provide more ideas for the treatment of various cardiomyopathies in the future.
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rroptosis ) A& — A AURE 1Y 3 15 1 40 B AL T (regulatory
cell death, RCD) =, SEGRMMEMT . M1,
RFE N B W 58 T 7 A AT X B R IE 2
BRARHEPE AR Bt AL AR R, B b 3R
USRS F TR NN AE VNS TR LN Y i DT
ALK SPREERS R UL S Sk A /D B R 4y
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AT BRA ML N 0 [ 2, ERLIA N S A AR ik
FN A, GPX4 J& GSH MM b A AL, i
RSB GSH AR ML, AT LUK A BT &
1 ALY (PUFASOOH ) 38 Ji Sk AH B 9 2, 410 il 480
AR 3075 AR FE T 13, system Xc/GSH/GPX4
MRS RBUR S SRR, MEIESH
MIERFET . BRFET175 550 RSL3 Hl FINS6 W] i ik
PR GPX4 (36 PR B AT F PR 15 R ERAET- . Yang
R0 B, RSL3 3@ i LR GPX4 A HL I v 3
FALR B, SPERAETS. Ah, Shimada 2515 [
55 W, FINS6 ] LLiE 3 JH#E GPX4 4K oK %
il GPX4 1 F . HIk, £XF GPX4 (W] jA Y7
T5 AT B A R AR P T BT IR
23 R ELRE
B E AR BRAE T bR, i R AR
ity fi2 A1 E B AR 2 M ik R kAR . BB IR 1R R
Fenton I 3RS, H,0, A] 4k ] 375 1 114 37 4%
AR, P AENRIEE A M IE(OH - ) 5 Rk
JE LB Z A RIBE i R (PUFA) SO % A g i 4
fb, AR THENE A B 3E(PL - ). X5 PL - 5%(E
FHA: B R 846 A B (PLOO - ), Je&E XY
AHAB ) PUFA — B SO0, 77 AR B A o A AL &
(PLOOHSs) LA K% PL « o 5 — H 3§ 4= i PLOOH
ANBERE GPX4 B E R, AT LU 4B 9 A FR e
FR) 4k 2 A B g 483 A PLOO -, 1E— A it
PLOOH Y774k o Xl B Sl ok iy =X s g 25 2 3
Bt E ALY AR SR, (B ) it s M 5 e etk
K, WERMMEAR, A TFHABEERIET-0,
FEBGAE AL R B BT S Ak S v b, PUFAs i ik
F B AZ N A B (LOXs) il Gpx4 T . LOX &
— PP AR 2T RO R, 8 A e i A
Tt Ak Z2 N H00 I i R 1) RS B AL R it 45
k., 17 Gpx4 AT [ I B BT AR 71 Ik
it K £ 58 % Y 51 4 (acyl—-CoA synthetase long—chain
family member4, ACSL4) T 1B i o IRk o
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AJRESN DCM $2AEHT TR 7L s 7
35 REATEHRBEEMALFKAE

oy B G 2 2R 55 45 8 (friedreichs ataxi, FRDA)
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PREIRATYEAS i 4t R AR R DA SIS AL L
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