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[ Abstract] The pathogenesis and progression of myocardial fibrosis (MF) are modulated by diverse cytokines and signaling pathways.
Studies in recent years have revealed an extremely close association between MF evolution and programmed cell death (PCD) modali-
ties, including apoptosis, autophagy, pyroptosis, necrosis, ferroptosis, and cuproptosis. This article reviews the characteristics of MF

and distinct PCD modalities, with particular emphasis on cutting—edge discoveries elucidating PCD in the field of MF, hoping to pro-

vide a theoretical-level reference basis for the in—depth exploration and clinical intervention of MF.
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> 715 W (heart failure, HF) J& T — FP 7R IG IR 4 R H
DL HL R 2 B ZE S AL, AR 0 JUE 2R 11 20 B 1) 38 7 5
IR, R AT R B R RO . MF AR HEF 9 5 5 2
T REZ — AN LB T 52 W JUE P W 4 5
THAE , T 35 520 HF [k R MBS Y. BIFFE R I, 725 1M
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58 % (Noteh Je&— iy BE LR-SF B 4H A )5 5 5d 8% , 5 2 Fh
PRPIRZS T BT AL AT 5C) v A I HE AL Jagged 1, (2 it
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e LR 2 M L 0 T A i e PR 2R, K 3T
JE23 OO IE GG N, O LA AT 2 0o JUE ] J5 21 44k
IR HE— B FBCHFY, e Ah & i3 T B iE i 5 O L

F18 1 3 98 T AN AR ARG, FE— 2D R MF YRR AR
B ey i 25 9 0 B 5K K % 5 il 30 1 R (angiotensin—
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WIAE VAR B A4 T8 BRI 08 AH DG 2R 1 1 #6458 3 (microtubule—
associated protein 1 light chain 3, LC3) ) fig 5 fb i 3] 55 22
YR A B A 0 s A AR AU | 557 I A
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ALJ5 BY Caspase—1 23X} GSDMD B N ¥ i BedEA T U1, U1 5
TEAN R EIE /L (R A0 BE A v 2 BT, i A
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Li 7 5558 5 0 4] Caspase—1 [ 80176 0 40 L PN 37 44 4010 7
A5, By 1k GSDMD i AL I, AT sl /b TL-18 2 S A [H 1
PR O U ST S, TGS MF . AR R, AR K4y
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1988 4F- Fi Laster SM A5 56 e 91 1 SRAEVE PR T2, 40 0
IRBCHE I T — R LA F2 S OB T A0 A 15 5 1% 1
EFE . PRBEMEYE T A SRR D AL 2 A AR T
P 1 (receptor—interacting protein kinase 1, RIPK1) . RIPK3
R & 3% 2 3 8 AF 2 [ (mixed lineage kinase domain—like
protein, MLKL)™*, $RFEPE & T30 % R )& SR FE K 7 (tumor
necrosis factor, TNF ) 55 4 il [l 175 , 4 40 il 22 1H1 (1) TNF 32
RS54 TNF Ji7 , JE B TNF Z A4S 54 RIPK11E TNF Z {4
AW T B O 5 RIPK3 45 & T8 R SE 1k &2 & e
RIPK3 f 81 & B0 MLKL B9 B 2 1L , MLKL B 5 5% 152 2 248
JHEO I, S S A 0 SRR A4 L PR A ) R, BT 51 A S
R IAS

WEFE AW, MLIS 585 40 i 0495 108 R0 98 AE PR~ I BTl 2
JI T MF, % #6 PE 5 cGAS-STING-IRF3 3 J (cGAS-
STING-TRF3 3 2 —f 5 A e e e , LSt 0 YT i ¢
Z RPN ) | D8R MF JF 20O NEZ REY . R, 3R IR S8 14
VAT 2R T RE A VR MF Y — Rl A ROR G . IRAE & -1
(necrostatin—1, Nec— 1) {4 —Fh RIP1 fy 35 , & HHE NI ]
PUA R8> MUR B SRFEE T T, NI ME, T @
5010 LA M 2T A AR A v | i 56 07 2 (aldehyde dehydro-
genase 2, ALDH2) Y ECE T AR 1R £F 4tk 40 98 T Fn 3R AL
PP T-I KAE  3X— R B MF (IR YT B AE T 1 AE 57
2.5 4T

BRI T IX—HE & R Stockwell B 5 1 AT 2012 48 IE 2
P, HA B — RO BT R A AL TR, R E
TE T HMAENG Bt E AR B R BRIET -5 2 Fb
A LA AR VIRE G , 45 A AR SRR 2 BRI ok ik
TG ENAFT A, BRAE i AL &Ll 25 SO AR W ROS,
FECROS RYBE AN, AT | A i o it S8 Ak 52 B, S B3040 I )
PO A AET-" U, A e H ki AL W 6 4 (glutathi-
one peroxidase 4, GPX4) & —FPHEHEH i BT ik S (L0 SR A
it , LT A B BRI 2 S BUIR i AP 9 2R, ot T e 2k 8k
BT & AT, BAh, R SE Xe—(cystine/glutamate antiporter)
SRR I8 R G, ALAE U TR W 3 BB 2 (solute

carrier family 3 member 2, SLC3A2) A BT 3R K% 7 551 11
(solute carrier family 7 member 11,SLC7A11) 24, 1 5%
SIS A B > D 22 A N B A5 =R g
S BT, 2 S 20 A N A BEH R (glutathione , GSH ) 7K -
I, T FEERBE T & A=,

AR, BRAE T A 2 R 4F A A0 5 Hh 1 32 31 00
Liu D &8RS AE P ke 4 19 HOc2 O LA L, CFs SR R 1Y)
A s 388 5t 53 W6 A1 A miR—23a-3p 18 1] SLCTAT1 25 11 {2
HEC VAR ERIE TS o IR G35 R 3 3@ 2 1T NF-«B/
NLRP3 Hl INK/p53 {55 5 38 I 15 7 8 AL B, & B vk HEF B
W2 AR AE TR M A, RS 210 nT LA ) B 25 3
Vo (1 HF /N RERSE T IR 44k , s O IE T AR, 3 LE R
FEARHT, B 1] L SURIAN AL B BRAE T, AT BE RN £T AL
FRBIR YT ARG, by O IS P B R B O DR, 3 vy 2T 4
BRI TR o
2.6 4ART

HAFET o — T AL A S AR PE AR B SE T U7 3K, 1 Tsvet-
kov P 252022 4E 1 I K BT A 44 o AIMIAD Cu™ RIS & Y
&R U (AN STEAP KR & 11) 18 )5 Cu”, Cu'Hi Cu 532
M (copper transporter 1, CTR1) %5312 2 40 il o, 7595 26 1% 2]
B Cu £F45 (U1 Cu chaperone for superoxide dismutase, CCS .
superoxide dismutase 1,SOD1#f cytochrome ¢ oxidase,COX17),
SR 153 0% B R 1Y A L X EE Aok s AR SR ACRT 2
AR, R &S5 B B B T AR A0 b A2 ROS Bl 4 il 77
PRSI R B T A LR, 72 B EE R 1 1 (ferredoxin
1, FDXD) A3, 3K 8l — S0 2 1R 4% £ 1t B (dihydrolipoyl
transacetylase , DLAT) 5 JR b AL 2 11 R4 , 0 3 S Bk 7 2
FI (Fe-S) 5 N, 8 SRR MR T iR 4 2 st T

i B8 i AR BE A AR A B ROS, ZE T E
£ YA AH S HE IR Y 305, I n s LR 21 2 4 i # o3 fk ad
TS A WFE R B S T i ORI 1 | CFs 16 Ak K 48
iE S SL 9K Bl MF, T SIRT7 3 52 94 42 Y AP/ATPTA {5 5 it %
(YAP J& — R OCHE Y % SR80 I8 1, 2 55 01 40 0 0
B ARG AT | SR 27 e AL Jr AR (Y OGS B ), 0 4
RECRZE T, TR 2T 4E AL 56 TR FE T MF (1941
KT ARG B 1 B S A AP 4L DA DG . Pan M
SESIFTE IR, O JLZH L A o ) AR SR 2 f e ok A 2
A (5 R e Y BRI LA R 20 B T, 3k 2 R R T E
B0, IR T MFSEFR . I HL7E SR04 R4 25 FL AN ke 1t 75
FEEAR 5| A Y B IR LT AL L AR, TG F-B/Smad2/3 F] FL%
5 CTRI WA 145G, W40 Mg vy i i AR 2R [ I o 2 7
AT = S AR LT Ak Ak . SR, 38 2 41 i 200
JBE 1= % CTR T 307 FH 4 2 75 577) P B34 50 2 24 (tetrathiomolyb-
date, TTM) , ' 2 U A B 7% it 35 00, A A T
B ELF AL, LA BT R TS Z RN A G, IR
AWTFEAFET: 5 MF 1 5C & G B T IT A8 1697 0%, Bl
& MF B IS
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VEAEA , BOR B Z R BFTE 3R B, & Fh R RS2 1 PCD 22
FAFEE) WA EAER . Caspase—8 NUESMEHERIT-1Y
JA BT AV RAE R S T AR T b A i S A A, 1
NI | Caspase—8 FI B 2 SEURIG ST, X Rl B 5
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