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Abstract

Timely reperfusion therapy can reduce the infarct size of patients with acute myocardial infarction
(AMI), but the recovery of myocardial blood flow will lead to myocardial ischemia-reperfusion
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injury (MIRI), which will aggravate the destruction of heart structure, cause the death of myocardial
cells, expand the scope of myocardial infarction (MI), and even lead to heart failure (HF). Therefore,
in addition to rapid myocardial reperfusion, avoidance of MIRI remains an urgent need. Cardiomy-
ocytes are highly dependent on the oxidative metabolism of mitochondria to maintain their normal
function. As the energy metabolism center of cardiomyocytes, the quality maintenance of mitochon-
dria is very important for the normal function of cardiomyocytes. This article summarizes the effect
and mechanism of maintaining mitochondrial quality on preventing myocardial ischemia-reperfu-
sion injury.
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1. 518

O L FE 07 A ThE R0 6] PR o K P i R 74, AR T 5 AR ZH S (WHO) Al ik, &G AJREUE . 8
BRI EZJE R[] O MR (CVD)EIRE I 2 J& R TR s be i i A, AR R AL T 4528 BTt
B Be[2] [3]o Atk O ULRE AL (AMIY A 3 i B B e ABE T 1) 3 BRI 2 — 4] LI NI T R AR IR IT
REMS VRS e IR B K ML, 98N B OB AEIRIRR, |2 FFiay7 SO UESE. SR, Hor 8oz 20l
B A PR (MIRD U BRBI[5].  f T H R ALHI R 2% BBk =Z &3& a8 s, HATEXT MIRI A 201
FHi AR [6].

O VAR 15 IR ThRe T B FE R B RE =, 4EFF IR MR AT XS b 2 00 B[ 7], LRIk lR T
7 ATP AR BRI, i85 545k, IEMEA(ROS) M 4. diifs 516 S5 b shhe, JF H=2
YA TR SR AL T B AT R T O NI, TR FR R LR AS R, LR AR I B Th e A2
B, ATP G, R4 KE ROS. FHEER, HARABIKE 2T ROS #t— DA, B
LRRIR B PRI RE JT, R R IR B AL . R A AL B 5 A DNA RAE . IXSe i {5 2 iR 2
KR I IE 8 S5 AR T BE, SR BRI EBAL N B @B LI, S5 R TBIR5E8]. H
IEF= AR A RO MIRE R AE GBI, mTE— 0 S B A M 5 A2 05 A BB T2 [9]. DRIk, Zebifk
T BE RS AN A 40 B B T 08 ORBR AN 4 22 O I B 09 (01O 7 58 0 e I 9 9 43 4 ) ) 9 L A B
F0a[10]. LA R B350 & 45 (mitochondrial quality control, MQC) /& i 5 4 ki fk N IR S Fa A ) C 2, A
WEAERFBORLR R TR TR RN RS E , TRIEDIRE 5 4500 1) 58 36, SR 2Rl N IR SRR S AR AR [11].
MQS 5%, TTRESHAM OGRS E 25[12]. Ik, #RE MQC Wl LRk N Eifazs. 4k
FRRLAR B TR MIRI JU Y 2

2. B RRENEEYLERE MIRI

AT IO 2R A s A R AR (R R, (2R R AR R 454 . ThRE BRI Fa e [13]. bR LY R A1
M — R A7 i AL Y B A B S D S S Ay FEGE IR F-1a (PGC-1a) [14], SRk AR 38 nAH 5%
2 MIRI I, HUAOE S B0E IR RS AL E ISR (AMPK) 255 538 %, Ei PGC-1a fI#iA[15]. PGC-la
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WIS SRR T 1 (NRFL). AZIFI AT 2 (NRF2)SELE A, (RiEZhifk DNA (MDNA)FIFE 5% A i,
BN R ECR R T R,  #h FE R TR Rk, R R KR ThEE[16]. BhAh, PGC-la iERETHTIZE
R AR ThRE RN PTSEIL A 77, B o 0o FLAN AR Ko B af P VA 6% 5 (O S R

Theodomir Dusabimana & 3 B BA & B %5 2 25 (NOB) & —Fh H AT Fraa b 0K NP se 6 1 1 i 2
&Y, AR NOB Hhn 1 ¥l Bk, LKA NSFAEYERINEARE, FalZ#E T SIRT-
1/FOX03a fl PGC-lo 4%, REMGTE T kS M P HEVE ST, IR FFE ST . ORI IRAET:, 3%
T C57BL/6 /BT WE A sk ML P B[ 17]. [FIFE, NOB BEWETE MIRI FRFE(EM, Ji5 WSE M
C57BL/6 /)N iRk iR B ik g FL A 37 MI LAY, il 525 T NOB (50 mg/kg/d) St FEFRIE YT 3 il . 45 SRR
NOB i [ PPARy fl PGCla J# MI JG R OIEE Y, FWE T MI/NROAEThRE, b
TONEAFYE G T TSRIAE R [18] . 15-F2 0 A8 ik DU MS IR (15-HpETE) 5 45 52 Jufi A O UL ZH B2k AE T )
(AU . 15-HPETE i@id ik PGC-1a 5z Z MR 1 34 (RNF34) 45 &, FHUHZ F MR
fift, AT 2R AR ) G ORI i AR T . (6 15- IR S8 & B (Alox15)RE e ML %) ML351 wJ LA
Hhn PGC-1a EHKY, MHLLUAMERIET:, Ry ZHL0IL, FKEOIEDIRE. #H) Alox15/15-HpETE
AT REAREE — a7 Lo VUAE BE T 452473 1) 7E SR [19] o

A, B SR 22 1 TIF 408 % 1 0L 1) 2R A 26 40 R A PR Y8 7 SR mT 1 Ay a2 oo UL SR I Py 4240 1) F Bt o
Zhuang Z£[20]8F 78 &3, XUk S VERR 2R 1 19 e 1B (DYRKB)H M 5 STAT3 B¢ [H - H a4l & LA
IR R, S8 PGC-1a IR, R MEMHIFMH DYRKLB 8¢ STATS ift:, HETIKE
LR IR BE B ORI R O TRE . BN, Qian S FLHBA[21]HE B T Mtz B it F 4L g 3A (KDM3A)E
NEALKLS, 5 PGC-la 4G, HHZERESKAMINHING, 2 FEERRAREY R AW Zhang Z5[22]#F 58
R, WG PGC-la (R, ] LU LR bR A YR AR A WETNRE, Wk ZRRi A5 1, sk O LA i 11 7
To. MREBFRAEWELAAF FHIM T PGC-1a RIE, FRARHELRRARI YR . HREBIERIATT 16 Ji Bets ik
SRR ZEAS , I E TGS SIRT6 Al AMPK-PGC-1a-AKT 18 546 5, Wsmbkifk A1k A ML hiik 5
Wi, BEMSAMH] MIRI[23]. BEARLRAAREY) G T O F D e B E 2, Hid B LR R A& T B2
SELL R REFERS IR, AR EEO SR R AR RE[24]. B, 3T PGC-la 254 kitk A& ki
AT IR TSR, DB T RE A RN

3. EE LAk BERE MIRI

TP AR AR B W R] LS Bh A B 98 S B AR B LA AR . £8 LI R R AR B R AT PTEN
7S 1 (PINKL) A E3 32 ZIERRE (Parkin) % . IEHIEIL T, PINKL KRS M ZRRL AR5 4k FAfR . 242k
RLARSZAET, AL R, PINKL 7EZRRLARSME AR B 0 Parkin. Parkin #4055 8 e hi AR, X2k
RN S A AT R A, MRS AR A, W p62. NDP52 45, KZiiZibifa il g ik, &
K5I RRL G FEfR[25]. AR, PINKI/Parkin JEAK I (1 2Rk B W42, 41 FUNDCL A5 [ 2k
AW, RSN, BOmLRik B s bR 2 Bk, k> ROS P24, M 4uME T, (R L4l
Z1[26]. HLRAATIREZ BT, Q12 AR BRAS 2 B4 W BE AT, MIRI i< mEl[27].

NLRP3 4 il 14 /2 9 RE SN 1 BT8R 1, LS 2 S BURCREA SR AR, 30 W 2R R |
AT LLE I VB NLRP3 S 20 B A fid i D5 22 SR A 1] R S NA[27] . A2 7 B Jd Ik 40 NLRP3 28 1A
TR R RR, JFI8 3R H . Chang I FAIBA[28]4H J774A.1 BG4 R AN BB AT 5256, R0
{2 5 I 0% p38 15 SIEAE S AW, 6] NLRP3 #OREREGE . Ibah, Zheng K A1 BA[29]4F FH
Az K RO LTI (H/R A7) KA MIRIL, 434 Sirtd AT Sirt3 ()2 Z Bk ki 4 LA FoxO1 Fl FoxO3a [ &
HRIAKE, RIAZE S BB IS Sirtl 1 Sirt3 Sk s 28 b L& R Th g, @i Sirtl/Sirt3-Mfn2-
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Parkin-PGC-1a {5 5l B4 L35 MIRI H (1) 2k 4 i S 45 il I RE AU . X8R B8 AP EEAE N MIRI A
IT T LE SRS SR AL 1 S0 AR A

M2 T 0 R HE(SSNX) HIF R > tn A 24 Rgl M1 Rd 5EUEEE AMPK SERM /i, @it
AMPK/PGC-la/Nrfl I8 B2 i LRk ARV A, 3§ ING O kg it AMPK/ULK1/FUNDCL %
P R AR W5, Ik i B R 2R RIS B R ok 2R AR IR 45 R IR | el 2R A /K A 45 [30] » LAk
B SILHBAKE 30 Sk fi Rt (0 05 /NSRS, BEAL - IR BALA ., FHMEZG4L. SSNX TiBiiRyT
ZHAT SSNX BT A, 8 A N BRFE R B0 Mk e Ak 7 17 4 S0 o LI A 46 MR RS A, SSNIX TR ¥ 97 4L AN
BT BITERBTFIAR G4 T SSNX, RIL SSNX fe % i i 13 28Rk [ g,  #0H] PINKL/Parkin J&@ #%,
I O NN TR R AR S, 208 T MIRL NBDRE R IhRE s eh O L3 B B I AR 4 4 FH [31] -
JUE IR L 2P AE SEIS T T R R T BRI RCR, ARBATIEE I R S HR A s8R AT 5 B I B 2 (i AR
BORINIE. UbAh, Z9VIRIFRIE . 42 I R A4 22 e 45 D HPT Re s v 7 80R . Wil R AMI 35 54
FHRER . LRSS, PTREHISS TIU8CR . Bltl, AR IT T Bt — PR R X L 25 7E MIRI YR TT
5 R IV FH SRS o

4. B LRSS ARTERRE MIRI

LR R 1) R A RN LR 2R R T R (0 B R, R R b A 8 I R e M AN Th G . 2R R
BB RS LR RR N, B Z IR, WE LR HRAL, fEiE ATP & [32]. B HMIHE 24
HH 1 (OPAL)FILERIARN A B /12 (MfnL2)AF, BATT2 75 T 2R A P I (IMM) FIZE R AR S M i (OMM)
Aha . Zekith 2B GTP 454 1 DRP1 (Dynamin-related protein 1)/5:, DRP1 #li#5], HEosHA
I U ML 095 (098 71 [33] . O VLR L FEEVER, Drpl #ARSERI R RiiA L, Wit R T RIPIRZ5 4,
URZALR IR [34] o 38 FEE I 2R A4 73 B4R B 240 I 2R A 1 B, 3o B TR R b Ak 23 R ) 2= 5 SR b AR iE Ak
IR ERRAR IR R S5 R, FEAR ATP SRR, Hhn ROS 724, RIMAESEAIME T . AR LN, e LBk L
FRREERLA s, S0 Drpd (I B B0 T Y8 2R A4 105 ACo UL AH B R T2 [35] 0 X1 3 S K L T A i A il
NS 2 6T 40 Mk U O UL (hiPSC-CMs) 1 PINKL fIEiE, £ R biiAmy, MELRiIAT)fE,
P& hiPSC-CMs 0 . PINKYL JEPEB0E M nl (R it Ze bk, B R 2R R ThEE, {2k hiPSC-CMs &
A WA PINKL 20K 18 B SRR S5 A AT D BE A, 2 (3t 4 M ke it O JULAH e pe ot DA &
Y97 LN () 5548 [36] . b4k, Chayodom Maneechote A7 H: [ BALE A B Bk L AT Bk ifm 399 ) &% 7 9EVE TR 46
IF, 3E A kR B 45 T 2k A B AR 57 (M) (2 mg/kg)Ek M1 (2 mg/kg) 5 2k ik 24748 417 (Mdivi-1) (1.2
ma/kg) L AIRYT, RIL ML Sl y7 855 Mdivi-1 B AR Y738 B 38 b T O NUEZE AR . /20 == Th e R
5. OERE[37]. RIS N JE I 25300 RGO I 70 BT B SCHIFE Sk O s A2, #4140 H C57 /MR
BENLS N 4 4. BTEARA. BTAR +Mdivi-1 4. iz, Mdivi-1 20 35 0 & 8 2 A0 8L EF(SOD) .
A FE(MDA). =R IR (ATP). ROS. AR IFREY, WEONL AR ERAAIEE, #F5 Mdivi-1
LRI E R o I Mdivi-1 B8 2 R O LR AR 2548 S D eedinds, 4 /IO JULAH IR B35 4 77, i v ik I
DU SIR ATP & kfE 110 EAL N IBOK T, RPN ATP #)1 50.3%. SOD L7t 65.4%. ROS T[4
1.2 5. MDA TF¥ 26.2% [38]. &F-EDpA kL, WilRmAR. it OIS A FIKEER, Cpit Rt
R )7 B ROS SRS oI S 0L/ FFEE 4514, Wiy 7 M 433 16 T DAAE [A] ROS 7K 57 B A [39]
Ayako Ishikita (1] 1A A BLE i 4K bL -/ 5 1 25 3% Mdivil o] BLERS O E 52 IR 45475, AbAT T8 1
TA Mdivil FIERILIR - B5E CRRILEY(PLGA) YK K T-(Mdivil-NP), 55l Mdivil /HEE, Mdivil-
NP ik 2 5 B B AR S AL EU(H202) 155 S 1 K BB A O LA BB T, AT AR A 2 f KA R (ECso) F
T R B KRN [40] o 3% LEHHF 0 AT 9 KA R E o ILBR ML 45455 63 97 FP 0 S SR T G LA, T BE A 5
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SEHEIAIT ITAI R .
5. B LR E R RENREEHIRE MIRI

7E MIRI H, R E IR R AR RIA 2 R B . SRR R 3T B 8 (A I S (UPRmt) & — il 8 (9 J o
WU N, TELRRLR N KBRS B R IT S O RS, #n— R85 FHERE ARgrIRIL,
YRR LR R R 1 RS M ThRE[41]. & B I0E UPRmt A B T M siis 5 2 M bk B 1, UI4EkrfEE
BERE . P> ROS R TS BH 1 26 W42 7 1 DX 7 B R FRCERIBUS - CCAAT/Y 745 & B 1 [R1JR &5 1 (CHOP)
o MEB R 2R (ER)ME N HE R S UPRmt 3l (1 254 ] BEA Bh T i LR R AR ThaE s ZRkifk 2 21k
T (SIRT3) A2 — i £ R4 2 17 ¥ NAD (i i £ Bk AL, 38 3k Bt 2 e AR S8 AL AL B 2 (SOD2) FH
fhPrA RS, R RAR I PUALRE S, I TEESA(ROS) 77 A, 3 REIE I RE M 2 i (A 2R (1 1) 2 B AR
A, ZHERNAEAMNREEMIIRE, W42 A E QRS AT SE 0. X—8E%K
W E e [ 1% UPRmt. Préa G BRI gE A, v MIRI YT IR 4L T 24T 1B RS . KRR 1E R
BRI eI AIE H 22 A PRI [F) N

WP R I, DUSCKRRE AL 305 UPRmt, JHilid PGC-1a/ATFS &2k Lhkifkhfg, /> ROS 7=
Az, AT A0 A AR FE T80 903 A o IR RT3 /D S A B3, IR BRI I SIRT 3-AMPK i #1815 4G 2
A UPRmt, 25035 /N SRR RAARAN G (O LA R [42] o R0 A3 325 1 L 3% AL (mPTP) i G 5 A A2 —
PR EEFEAF[10]. mPTP B A (RT80) FF7B0RT LGRS 40 M 60 52 S8 A0 4%, A Ca2* B9 1 IR R4 I i FH 4t
MfE 54 St SR, KU ) JF 155 S g sE T L F2[43]. MR A (CsA)R—HMT
FNE) mPTP #57], X mPTP BFF A B A4S E R, DR AE O LB i B B Va7 o g
[44]. 7EPEE(ROS) AT LAIGIN mPTP IS, Mt M i b B 48 R 4emT LAk ROS =48, AT fRA
LRRIR G 2 E AR, YEFE mPTP HIAR EIRAS[45]. b, ZRRIAR 2 2R Bl & AR B0 mPTP FPIRAS .

LR PR T B ] % A M AE AR B T B N, T — N B S B A N4 R G 1E MIRI A
FIRY B, AWk A EWE. 307725 K CER i 4 ) S Rl R A (5 5 SR P se Bl v R 4%, TR RRUE
AT LI AL [46] o RIS T B SR i B 2y ARG R I, 2 a8 B B VI B ) 0 22
W . PGC-la WREN MM RAERN BRI, F VG RRSZ A 5y, i “ A - R P 4R
BT, BT, B 4ERELR AR E T MIRI B FCBUS T — e b, B IREE 2 Pk, ElRK
IS FH T T, ARG HE T kAR B F1 2 2Rk B R AR A R A, A LR IR T O LRI P R V45
P KRR, FIR @ eaER, AR RS, R aemd ZFLH . 28Uk SR IT I
REHEMEFIA 20, AT BE BN AR SKIRTT SRS (1038 77 17

ZE&UWH
X B oA R34 Bt B I H (81860053);  5H /K 22 4 i B s & v Xl i H (YF20232301)
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