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Abstract  Cardiac ischemia-reperfusion(I/R) injury is a prevalent complication of cardiac diseases. mecha-
nism of which remains intricate and incompletely understood. Mitochondrial quality control (MQC) is a key
process in maintaining the normal function and adaptability of cardiomyocytes. The MQC system orchestrates mi-
tochondrial biosynthesis, dynamics, and autophagy. affording protection against I/R injury. At present, MQC
has become a new targeted treatment strategy for cardiac I/R injury. By summarizing the relationship between

MQC and cardiac I/R injury and the recent research mechanism., this paper aims to provide new ideas and research

directions, and provide theoretical basis for the treatment and prevention of heart diseases.
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chondrial fission factor, MI[) JE i & &%), UL 48 FI
V) E 2R B 5 i 2 f 7 A 20k B S o AR
TEOBE T/R BB B, ok 1A 53 2P0 LA 3 1 20
iORAT @ RS LEC R TR N LS WA NS & N ER R N R 18
B ET B ATP & 22k FLIR F ROS Az 1
A R S AR 7, e A B A T, M R Hb L GE

PON BN T2 R TR LN R Wi I R S5 3 TR NS S WD 87
DFER A T/ R B A Hp 2 4 U 38 35 1k 55 4 £L 10 I
JHCAN 200 B0 T SRR DT AR B0 BILAE i S 32 1/R
B T SE 2 B, 76O L I T, 8 A
Mdivi-1(Drpl #0500 7 47 9 B 45 24 °] LA i 2 41
il Drpl Z) 0 21 2 bi 44, B A il 7 -0 ILALES 25 1 1
IR 2L TR 8 S Bl 0 1 5 R R PO I S 32 T/R
LOK L SR T TR 0 .2 WS TR N S A 12
Bl BEAR P 42 L I35 KOS TRl 5 38 4% =22 8] /Y 1F
PhER R S S, B0 PISK . AMPK i 428 40|
Z M4y 58 e R N A K OF- D2 1 s 25 9 i B
KW ERA, EIUEL AR (E D 7EREO
HE T/R B PR AR o, % TR S0 K 19 Ak B A 3 0 I
TIRE . B 0 D e A5 AR vp 2Bk R 25 AR L R B G
M5 220 E D Ee . AR B ] i i T B Fisl &
FH T T A R0 RE F 41 1l 4 7 1k 24 AR i3 S Ak R i
FEP L T/R 3005 J5 09 B 48 D RE . sbAh. 3
PRl R 3 siRNA 55 MiD51 gl 245 8 1 AT LU il
2br R AL N B 0 O WL . R, S48
) 245 0 8 s 4 A 2R 73 = T R 4 A R 0 LR
FRLEE

x1 KHNERTWIFESFEOKE /R HER

_— Mz IR
¥ P 43 F HL R
DUSP1 § 22 JNK/Mff 4 254 T/R Y
PGAMS5 4 (2] Drp™ LWt 4 AL Ry
KLF4 y 2] ROCK1/Drpl/ROSA  ZAs 4 /R4
Sirtl y [ Akty /Drpl 4 L.ROSA #iZs 4 /R4
ZFP36L2 y (2 LncRNA PVTI ¥ 2AE A /R Y
BI1 A [27] Syk/Nox2/Drpl ¥ WAy /Ry
Hydralazine 4 28 Drpl GTPase v HAEY /Ry

2.2 ZRifRmhE 500 /R #i4
LRI A BIL 0 B O S T AR R LA
H (mitochondrial fusion proteins, Mfns) i3 $h 45
H s AR GTP B i fl & & A A S5 8 . Mins
i A OMM Hid i N K &% A GTP B Fl HR1 45
PR, DL & C o HR2 254388, Mins [6] A F i X
TE IR A B B A W DT 32 422 T A ZROR R B . B
E R N Mins Hh HA — AN BB 45 #3803 B
IRAVE AL E DR 5T . kiR 2R 1 (optic at-
rophy 1,0pal) ™% IMM gt 4,2 5S4 .
A AT R fk T2 ki ik DNA Fa P85, BFsE
R AEOHL /R 01 WEE TR OMAL 1 S-
Opal 3G LS L-Opal 5 B U1E] 35100 5] & 410 g
T SR RS R A TR AR D R Z T/R &
PERLE L ERR T & R WAL B AT 9E Mfns 23k, 38
b R T R AR Bl T S i ok 2% A 0 LA AR A O T
HOU R 2, R4S Minl |2 SHREAH L, H AE O
IE T/R 45245 o0 LA AR 9 52 i 20 A 8] . Mifnd Gk



509

BOHL LA U e T 40 S O AR R £ o « 445 -

I %F 0 WIE ) BE 19 52 48/ L T Min2 BFE 2 S 80
LR R 5. AE O UL IR B4R/ B A Chy-
poxic/reoxygenation, H/R) it 15 # & v, ¥ 2k
Min2 {0 AL A0 X6 8 1 5 AR (H i oA R 2% 3] 2%
L 2 fiE £ Minl ¥, Minl ZEOEfER 5
Min2 25 AR IE DT B HE 258 R K UE . 2k
TR A L 5 2 A 5 6 R A BR L 78 /N BRI IR R
ORI FE T 2 B O LS R 3 AR A o R
B K i 25 T SR AE M sh ) S 58 R IR
W2 3-F N % ¥ (kynurenine 3-monooxygenase,
KMO) il J5 Drpl #9335 R %, Mfn2 fl L-Opal/
S-Opal B35 BT 8384, 78 KMO #0 BH 1k 7
LRI B AR AR BE T R R R RS, R T
W5 . A AT Rb3 #0H E  KMO (158 £
R0 X0 UL Bk i e B R G AR T RO . &8 BB
W L Sk AR il A 50 IEOR 47 R0 40 A7 7R D L T/R
P43 v VAR OG5 S0 JIE R 97 56 s R 7 0 WL /R
WG R O T R B A H bR . SR X SOk R R A
B4 43T~ AL ] R DR 7 R 8 AT 5 1 — 25 B 5T
3 ZRkBEES 08 /R RG

F I — AR 0 20 e R L A0 g X A 3
IRBE L SR Y — o 3 0 SR A R R T S
UAEARC A . A B SCR L E AR R [ g —
FETE . MBRIEOLT , SRR ) 58 [ A% B o\ ol 2 41 41
P45 R I BE T A EEIK L SR AR 1 AR Ry A0 X T
T 7 B S BRI 22— % 4 B4 R G 2R A
I EEL, HEr. SRR AW R 2@ LT 4 Fh
WRMATHET CERRERAEH X EREEERE
= TELERF MQC T H A 2L L,
3.1 PINKI-Parkin &4 500 1/R 4%

LR A I T A o A R R R X 4 A2
SR TR LN (297 2570 A NI = W P | {2 R 7 5 AL N <D
2R K B 2 M A6 J5 . PTEN % S 9 {8 2 W g 1
(PINKD B, 7EfaHE4on ik b, St 1A o3 B (in-
ner mitochondrial membrane, IMM) F7 [ 35 JE - 85
FI PARL fi By H Ry 5 19 5 5 25 A4 550 24 g T
PINKI . B 05 40 5 i bits B % 26 P A 44 1 780 5
BB, DAL /R #4554 ROS Bk i 25 48, &
LR AR I L 7 22 Ak, PARL 1l IMM § A 1
PINK1 #5722 T, 8 PINK1 & B2l Par-
kin 554 SRR A £ . Parkin 35485 ./t S 40k
IE Y 0 Mins 1 VDACL i & A& iz £
b, T SRR A, DL Bz RILR Y ] 5546
FEGE H WA G2 K (P62 . FUNDCD) B4, 454
PR A W 5% 5 A (light chain 3, LC3) 3| B M-
VTR Y Wi, APk /R 3% T, 40 M ik & v
PR R T 1 S S 0 E ORI FI W, O F B 22 V i AA
DIHA PR R A AR I B 0 . 3 BE O 4 R AR
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GG S B AR HE O K AR A LR IR
PR T LA T/R 14557 . BNIP3 #1IA N & 7E
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