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Research progress on traditional Chinese medicine in treatment of myocardial
ischemia reperfusion injury through targeted regulation of mitochondrial quality
control system
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Abstract: Myocardial ischemia reperfusion injury (MIRI) is a disease induced by blood flow recovery and reperfusion after myocardial
infarction, which is mainly characterized by myocardial cell necrosis, apoptosis and mitochondrial dysfunction. Symptoms such as
myocardial stunning, reperfusion arrhythmias, and recurrent angina may occur. Mitochondria are the cornerstone of cell metabolism,
and mitochondrial quality control (MQC) system is the foundation of mitochondrial homeostasis, is also a network system, reflect the
quality of mitochondria and is vital for monitoring and maintenance of mitochondrial homeostasis. However, MQC disorder may lead
to MIRI. In recent years, traditional Chinese medicine (TCM) therapy can significantly improve MIRI through multi-pathways, multi-
targets and multi-levels. By summarizing the research progress of TCM therapy in the treatment of MIRI based on MQC, this study
provides a reference for the transformation of basic research related to TCM therapy in the treatment of MIRI as well as the expansion
of clinical thinking.
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O LBk L F BV E B 45 (myocardial ischemia
reperfusion injury, MIRD) & ¥53# & (1.0 VLI Y v
VR J5 AR LB A5 475 1 o A SR HIE 72 2 W] 4 i
TR RLEEIE 700 75 A2 et wdiker &
i, BOAR R wh AT & K R 30 ik o AR
(percutaneous coronary intervention, PCI) B [filiz &
EARJEATBRIC R SETo R, (H )2 5 HAthpo AH EL &
BT RN B =12 B G JRE O U AE R A 3R 0E
B FE, MIRD B Z A bE 2 T O UL BRAE R
MRS S5 Gy kA, BAESLE I E, 2
HEUAS AT ) H 55 B, MIRT EY N O W B BBy
fiE e EE ), AH D R EALH S A, A TR
RYrB, SOARARRORIT 4. 1 H BT 2 3%
(IR R 22 #05 oRi AR N A B AR A B B AR K-,
LAk i EAE 1 R4 (mitochondrial quality control,
MQC) J& T LRI N IAEERSAS R R /=, T 4ERF
LRAEE. BE. REMMENRRE, RIEDIGS
SERIR e, BRI, BRE MQC Wl i 8 ki 4
WIREARA X TR MIRI JUONE L, H AT LR A
MQC % MIRL (R AR e K 2 5. ZHEAL
2, FEARLRAREDRA . AJ1%. B,
FALRIL AR I T4 Ak, MQC 1Y
e A 00 LA A — P e AR SR, T i
FE 0 vl ge it — AR D Ak A2 &L, FELL
WU A, BRIt MQC 1% BA AR T #tt,
REHLA IS MQC XHAYT MIRI +7pH 2L, fEik
FLA b 25 BE 25 A 5 TVEAE R MQC 11 MIRT,
A MIRT FIE R V67 SRS 7E SR At % A JE %

MIRI IR OFERE . O, Ol
HRRKINSE, SHEER “MasE” s AL T
TR RAE MRS FIE R . (L) idak: “<E
Mz, MEFEZ”, SRRz, St
A, S IA B A B . BRI I
BATRRIT, LRIETE, EvLHESIA %L, (G
W) El: “HRmdEE, proAsREE, WIS, 5
e MR A LLIEY, HIESTT, AReHEsh 4 52
Bk I 4T, EL AT AR B0 AR A Re Tk & I
WARAS, WL CRER” WER, FECONE; AR
REEE, RMAR, RS M BB, PR
BUAZREL, ST, AR R N DA
Jir s PRI AR, WORBR o PR ALATY DA L
T RENA, BRI BAZE Jobr, YETERLLA a8 0% A%
PERNE . HBHFTHMER CiteSpace 5 Meta 73 #HTilE

B R Z57EYRYT MIRL J7 17 24 i), Honlidid
ZEE R 2R ARA R T GE MIRINY, I H
HE—BARNT T MIRT W ARAL G e PR s, £
IR b, ARG — 8 MR RLAFRZS AT MQC 7T
RN B ERZAERRIEIT MIRL, N EZ PG
MIRI $2 £ 58 78 S A 5 717
1 ZhARINERSEAMEMAIHIER

LRLAR JLPAEAE T A Az At 2 TRe
A DL = It (adenosine triphosphate, ATP)
HNEMREE. b, RRENATE LS. 4
R EZE o, Al — BRI S NB RAE R
Riy BT Ca? sk, 4EMO TS, HRREEN2, 2ok
EThaeZ 2N, it AR A I IR
EHEA, T IEZRAR T e Z L, 2% 1L DNA
5, IR AR IS FIIG TR0 SRR — LS Rl g3 A
AT DA 45473 10 5% 701 B ORE T8 38 4
BCARRRANIREE, MM HE SORE B R A2, M2k
T B RIS RGUE BEAAEGRFART, X85 0E M
BN T B S R4, A, Ca?t B F7E 20 4%
DifeMah A Pagrh B EE/EH, &AM 2 F1E0
F 0, 52BN BT - SRR [R5 o 4 P 5T - kL
PRRETIS, PREERIH Ca?H 5 5P A gy, whibkrg =
TS B, 1 R R R A DS, FEIE R G O Sk
WEAMHEEASTAN 22, TBMEMEIIRE, 4%k
WA AR AS K AL 7] S EERLAR D RE PG iR
FBH B 225y 253 RE, B2 FEgIRE T, MmE
B o JIE Dy B A 5C R Co LR ) S AT 9T
W GORLAA E A B AR LT i R 2 R
20 PP EEIR, DRI 4ERF 2R AR R A R 4 L D e A A=
U NEE, REZMMEP AR A ARSI
EREE AL SRy e LR
2 MQC BZ&hARNIMNEIZZSRIRE

SRR & TUAT R PR 48 L P 5 A A i o R 1)
PAMES, BERerS A E RN T IR R ATP, M EETS
FUI TR AL, PRI 20 A 4 il AL )
WA T, DABE S D e S T I SR A 1E
ARG AR, T 2 kA PR B R R
SRR TR HIRALEIS ., MQC mig —Fh ki fA
WIRTERTTRE, R S B b 4 o & 1) — N I
L8 ARG, XTI AN YERR AR A N Fa S 2 O L,
N MpES. rrEAREZ . 2R
FEE. T2 E, s RBURANUEN S T1E
ST, IF AL R S SRR T R L
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fils AESPFRIECR, tn] Dodit 755 o R ekl G e
BRI . HAEME S OL R, SohifRn] 4
H & 1 B RS Kk, MQC ¥ K 2Rk 44
KA RS 157, SRR g, AR, &
HRA. AT, HAEAX RS R0
HEWML, gehh, R DRI BRI DIRE, S %
B2 R, MQC W EAZ A AT e R A
HEAEH, 3 MQC 3240 Ja v LABUE 76 R 1 Fe s I
B2, ALHESOREIMEA T IS T B A S R -
TR & BT/~ P03 o PR RS 5~ R i IR
R, H FT L C4E Y] MQC 25 2 M (1) 12
J&,  Horb A0 FE L P HEVE 44501
21 ZRREMAEZFES MIRI

LRI AW AR 2 4R R R B A 5T &
B ALRARIBHIEFE, NI 2k b4
B GRiA, Z&—fERERRERE, XA FRIH
(ML, 55 4 S 25 D AE 552, HAT T 2k
KA BT EFITIRE,  HSEAD I N1 S I8 R 1AL
T, REBEMEAZEZHMBAEREY, XHE4H
MRS RAEEZE . BAlCARRNE kA E
YA S A T O R Y, H RS FT AT AT
FUIAP P TR MIRT A OCEERRT00-1, HL]
AlfEsE MIRI KB G ERLARINEEA, FEZR
KA T R 2E N, B ta R C, TEK
T /ME, FECEREIRR A 2R E H -3 (cystein-
asparate protease-3, Caspase-3). Caspase-7 ik 4
Mg T, DA R R A K A L,
Feo Az, ot C&iE il S vl ik
WFE YOS ARy JLBOE -1 (peroxisome
proliferator-activated receptor y coactivator-la,, PGC-
lo) FZRRAR AW R A KR 5 R TR AR
MIRI J&, RS 6 85 F 3 (adenosine phosphate
activated protein kinase, AMPK) FiA#7G1k, B3l
ORI AL, T B A 13— P30S PGC-1a,
b Je W R AL AN 25 A BEAL ) PGC-1o 5% AT B2 #H
FK[AF 2 (nuclear factor E2 related factor 2, Nrf2)
MARA KT A MEAEH, B3i4kifk DNA
SIS, IFE BT SoRi A, 4040
PR TR, ZECo LR 0L P REE R BRRRE AL R e ] 2 2%
W PGC-1a [ 8 F 1A A mRNA 7KF J5 RE PRI KR
AR T, SEE VUL SR E AR,
Ab, IO THE R R B MIRT B4R LS 5T
RW], WoE AMPK/UUBRAE BT T 1 Csilent

information regulator 1, SIRT1) /PGC-lo J#ES R4
A1l AL SR L VA R PR DR R ASE R o JUL 4 O
T2, 38 MIRI,
22 BAAHMNERES MIRI

LRIARE) )2 AR BRI S /e, /2
RSB PGS e ) 2t . HAT e pirs, 2=
A FN R ) B A1 AT R Ik 2R T, FeE
R NTRRS, It — B IR SRR ThRERS . 7
6, MIRI KA G SRR ZEAR G 98, W RESE H1 T 0URE
SRR E 1 (dual-specificity phosphatase 1,
DUSP1) 2%, 1fii DUSP1 B4 AJ ¥ c-Jun &K
Ui P (c-Jun N-terminal kinase, JNK), JNK 54
FIAARZEAR K (mitochondrial fission factor, Mff) 2%
F IS HERIE; [FIRE MIRI 38 =AU 2 44 4A1 1)
FIL, ik MIT FIBERRAG . T MIT BERR A0 5 TR 51 i
JRH B 1R E A 1 (dynamin-related protein 1,
Drpl) [&[5E TERifk b, FESRAR A FEE fe— AN
FERIWCAEHE, WOR B AR ), FLk, MIRI KA
JE KRR GIRTS, W RER AR Rl G b2 2 Fh
WA, BiZekifkat A& & A 1/2 (mitofusin 1/2,
Mfnl/2) FIFMA 2458 1 (optical atrophy 1,
OPA1), fE MIRI Rl FRIE T, FELMAR
HIRGS OG5 —T7 e B b S
PRSI, SO BRLAR I  S ik, HH Bk
PRELATO, BFFURIL, 7E MIRI KR+ i DUSP9
s Al LBt o L4E M T, B DUSPY ik
ARG TEA, UEW] MIRI 7] RE 5 SOk fAZAR
WG KRB, H—Wit RN, ZdiEshilgh)E L
ZF PRY? MIRT (R0 UL4HAE,  HALHI S Mfnl A1 Mfn2
KFFiEr, Drpl FKiEFERAH LB, Jiang B3R I
Mfn2 Fl OPA1 FikTti, Drpl FKikFELA R T 24
T LRA T RE , 2D ORI O LA P ) FREVE 4537
2.3 HR{ABEEIETILE 5 MIRI

IEH B ZORi A F e — M A BORIP LA, BEfg
PR R B 40 M A 240 P 2R R AT F . AT 4
FRARATAS, B ILAoRifAZKEL, BE AR 3Z 451040,
KL B R 3 o 32 ARG E AN AR 2 AR OB 14
B kgl -2 HEAEHER 3 (B-cell
lymphoma-2 interacting protein 3, BNIP3). FUNI14
itk 55 3 1 (FUNI14 domain containing 1,
FUNDC1) #1 NIP3 #£%#H X (NIP3-like protein X,
NIX) FEAME FERIE, BERRAZARNIIE &S, T
Parkin H FI/AE T 400, RIBUS BHRE shEoh:
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B, FRONAESZ RIS 12 . MIRT 5 52 AR 48
P B RS2 AR R BRI E B0 R, HAWR
I8, G E ] DB, fEm ARk
JRES TR, T AR S ST, B Lk
Eads. HATHISHTEEY], FUNDCI SZAR 481t
IRAR VO J5 BN E R o, I i 1 28U A
TBBR AR AR AN BE T E TR OR3P G pifds, Tk i
PRSI A RN 25 528/ FUNDCI 3%,
AR AA () E A 1k, S R T AT RE B T
ST SR WA FRREVE 24 h J5 Parkin JESZARK
PR IBAR 5 T 10 P B A4 B 2 R A | Wk . 3 v 1),
SEAMPRA, NN A, RATTIE
Fi A 38 3% P % 6 fL ( mitochondrial permeability
transition pore, mPTP), FELFL AL UL,
AL, MIRIL & AT BESZMA T MRS N R — 4L
4 (endothelial nitric oxide synthases, eNOS) A
PN RE 2R -1 SRR 1T A R 2 T ok A fi AR, 44 )
N B S B AL A 0 A, T AT ) 35 4 A b
PR WEBO, Yang Z508HE B FUNDC1 it R IA R4
SREGRIAR H W, HH] NLRP3 28 M/ IMAE A 511 90E
SN, el R ML PR AR . Liu 55B97E MIRL K
B PR F 29430 PTEN 5 582 il 1 (PTEN-
induced putative kinase 1, PINK1) /iZ &&E HiE#H
(Parkin) 8BS R LRIR A, 3E—DE#H
BEAR 7O WUREAE T AR , B8 WLES # 5 H, XF MIRT
RIELRER
2.4 ZRREHNHIEES MIRI

FAL B LA A B S PR I 1) 2k 1
FE SRR AL N 2 B A I P . TR
S REIUR BT (R 777 A 2 o) 40 L ) 2 s A7 N i 1 Joid i
FANAI AR T, AT SR RAR At 3R C 1R
R b 725 G5 % AV S W oL PO = = 1R 1 A 2
AN AT RES 5 MIRI, T MIRT &A=t 23 il 4
A SIS R O LR L FA B 200 P 2 4k 52 114545
FPEEAEMNBERRZ I, BERER A AR
ATP AR . BRI, oM A R FLIRIG 2, &
B pH {EFFAC. AN RS pH {H, {H H'/Na',
Na'/Ca? S it 5, i A A= 58 ik i MIRL; [
B, O LR LT mPTP SGF, T PR 5 AR R T
B FrEUETESE. AR C BB, FEL
YRR T, 325 N MIRI. Nie 254 HEH MIRI
W, A RIBAH G HR bR B3 T, TR SUE O
JULER T PRV E AR R R B R S BB AR O ILEE ST

KN TERIR AR CAEThRE . TR 5 f A2k i
AR RS, IEREARES MIRL B EAH
Ko Yi FPIRIAE BRIGYT MIRT I Be 5 7% 1t
Ao GREACNE, FRE kiR, CRICULGH
4547 -
25 ZRAERIRERKIES MIRI

SRR EORESFELSMH FHEED RS
5z R-HABA RGN B WA AR RS0 AH B
WYERTT, XNTERAA A EERRAS 200 L E, A
FUEZ 25 -t E B AR ICPE L2 3 MIRT K.
DRI V2 2 - ] B AR I P BE A2 22 % MIRI 1) 3K
WEUS, RN, [ -V B A B 52 BAH S5 5 5 3
TEEA, TR AR, SRR
EARA, PN MIRIMO, 118755 7+
HEEARGE MIRL H A EZ/EH, KR
WA Z KT . EfmEAn, FEA
FEHAR 5L [ Cheat shock protein, HSP) ZJ% . MIRI
KRG, #HC HSP RISG N, i — i g R+
EEN. MMFTAICE S, s E AR
PERRASFIZNMIE T . R, HSP Al —Fh
BHHESEA, 5 MIRI R4 KR EEZE VIR,
Parameswaran 548138 it it =0 2 Mo A [R] 43 A i 1
AR /N RO LR ML 1 2 R R IAANE 71 5
KI, HSP70 F1 HSP9O FikZ 5.0 L4HMI Y4 -
5, 75 MIRI 2 R %%,
2.6 ZRRBATINES MIRI

ek T2 3 kgl T i iR
17, R R ERAATRAS L BT, il A
Rkt semi b S R N A A 8 o ST w11
B adE N AR AR — P E SRR TR . T2k
P T5 MIRI A28 R 153 5%, MIRI 2Bl
P2/, NIRRT 5 R SR AR T A0
O Rz, FTREEMEE MIRI 25
IRy, [FI, SRR Tk 2 SRR )k
A ZKAL, PGC-lo FEHERIEAN, [FFEINE MIRI.
DRI B R A2 ) T2 R Jd o 2 Ml 42 >R #E MIRL. H
A, BitkEE4HfiEsRE-2 (B-cell lymphoma-2, Bel-2).
Caspase-3+ Bcl-2 5% X & H (Bcl-2-associated X
protein, Bax) JELPARTIEAH FERIAEH.
Li SEWBE AR SMERER], HPiEK Bel-2 EEAEIA
W, PUETCREST RFE, OULAEBRIE TR S, BRI
FETE AR SMSE AL A5 A B ™ B . Fu S5 OOV i 41 |
LncRNA TUG] i SIA G2/ B MIRT,  HALA AT fg
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JE % Caspases-3 1 PE R T bR TR 12 12 1
O T:, 22/% MIRI.
3 HEHETHE MQC ;&7 MIRI
31 MEBLRIREMAERE

IR Z5i59T MIRT H AT S e A &, s
2y, RS, BIREATT MQC, A RE
MR RiRFaZsThae . MEITFEA 3 hIEER.
PSR, PR O I 7 1R 24 BETH A
(RIPBAE R AR T4 1051, Tian 5261 37 ki P HEVE
(ischemia/reperfusion, I/R) %Y, 3 HH i1 0] 2
AR NUEAE, D8 DR B, 5380 ATP
FHBE e RS R R & i, FRARIE M EUKF,
i AMPK. SIRT1. PGC-la. Nrfl £ik, o4
R g m AR S AN Ok 22 i MIRT. (1327
IS S AN 1111 /2 )~ VAN 11 25 0 e 12
SR AN kOB FERE AL S O M R VE A2, Zheng 25153
RIS 0% SIRT1/SIRT3-Mfn2/Parkin/PGC-
Lo JE i, MU B AR/ 2 % (hypoxia/reoxygenatio, H/R)
JE AR A T VB B AR R A A R
TX LA A 2 R R R G I AR S AL RE DT, 4D
SRR SR EZLEME RS, A o 5 4 B i
B RS RBURME, JREI R AR SRR AL
L, A2 o I 2 05 A5 0 A RO E i ik 24 4 540,
Chang ZESSWFFe 6 W, 4135 7 o8 e ofn, P K B
(1) p-AMPK £l PGC-lo, [J3RIE R E T 5, FRARARIE
RN, PR ATP FURE R & &, AT e O LA L
Bl . it &2 5008 KGR, BAPUEML.
PR AE IO, Tang 57 7038 A H 228 PGC-1a
M Bel-2 ik R % L, Bax BEARIE T, 41
PR 2B WM, OVUREESNEE. Mg R
J2 TS SR AR U 1 7 1) 2 B R SRAE AV 1 R4
BAEPEM PLRAPUE T2 FAE B, Yo 5K
Pl i 2l it 5 S AMPK/SIRT3 {55308, #1062k
RN R AR €A §T s e et 5y YR NG aa RN 1R 4
B MIRI $tffi. 75 AH A BA A SR NELE
01, Shi ZEIOTIE B 5 ACHH A T8 77 S I v KRR
HAREITH, HAPHARE A nTREZ& AMPK ¥
7, L% PGC-1a FiAMEILRAAEY K
A, RO LA AR 1) 77, B O D R AR
MIRIL. Lok v 6 M 2877, HAE
J7 O I ISR TR, Zhang Z5IO2HERT, Oafiik
2 AT AR O IR ZE AR, Ik 2R b, 2%
file MIRT RO EThAE, FHALHI AT AE &8 3%

AMPK/SIRT1/PGC-lo. 48 K IE/EHT . & ALK 7
HAWMALE 2 2%, FRRm B 0, HF
Z, WK, =P HR, Lin ORI ALK
% W W PGC-l/Nrfl/ & Fi & 5 5t I F A
(mitochondrial transcription factor A, mtTFA) %
HnpriE e /7, 2 mDNA &R, B MIRI 8
LURZNG B 7/ da o I RO T Sy A L AL S
32 HUEBZNEAMNNFRE

SEtea) W Al BNV K/ U R Rk ZR R AR’
I IR TR AR A K B UL B S 52 S SR A 4%,
WY IR EBA O IER P R B &
Pyodl, Jiang SISV I BB B AE 04 U/ Lo U LRE AL
A, 5RO IEE, fHIAMRFET, RS TEES
&, IR0l ATP S EMARRE SWETE. it
bb, R RETRIE I 3G I M2 SKSPHTZRL AR B /1%,
[F] I FEAIS p-Drpl, 4l CULAMRIE T . LR REA
AT IR ARIAR A R AR T MIRIPS, 38
AT LR PR 1%, Tian SRR PLLT 5 R i 3%
SO IIRE, AL AR AN G LRLAR TR, Rk
/b LA ZAR RN TR BT MIRT. 430 2K B A 2 7
P, BEETURA . PIR. PUE. PR ITiRI
ALGIE LRI, Xue S OSIR B 3% HR % T
198 A% 7)1 =t B o (AR e 2 W o SR = E S 7 RN
T LRRIARIE AR ATP &5 H90 Mfn2 RiX
ISR fA T Drpl (555, fEARN . SN EA O
JECRIPVE RS o [FII, 53 —T0URIF S0 38 WA R R amad
W 45 5 H A /Ras HREH-1 F5HS
90/ o JUTLEH 0 AR e A 7 A, I B i 2kt
AR B BN SR S A A AR T BE B A 10%) . Sl ik 7 A2 4
S BE 257550, BT B T I A SRR
Zhao Z5UONIEHE Bk 7 BE IR LKA S 1%, PR
Drpl 3L, ML CHIAHEIET:, 22 MIRL.
33 MEB&NABRETRE

H AR 7028 W] =B e i o # A SE, 4
P RAE BRI, JREREILAE A2 i, X /R
Pt A R E U, Liu S0 00 = -G i i st
A5 F A F-1a (hypoxiainducible factor-1a,, HIF-la) /
BNIP3 @f2ff VR KB ALH A A AL VB A il
(superoxide dismutase, SOD). ¥4I B FFAK,
SO WL L ) B A 45475 B AL AT L i A A
H ARSI, 1 BUASMIE TR T =B R
HIF-1o/ X k#3570 EJ% 3a (forkhead box O3a,
FoxO3a) {5 ‘5 il it B WA 40 8 1=, it
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I3 KB H9e2 20 sk S8 ST A i . /NEEBR
1RO A BIR B Ve AT R R AT, A4S
SR RERE AL . BRI FE . O ) BEIR AT,
Huang 5SS 7R N4 i VR BEBYFREH, /NBERH
A DR E WEAHSSEE 1 SIRT1. BNIP3 Al Beclin-1
[FZRIR R 35 5% H/R SRS /1, B UR
FESHONUESEHE AN, FIN S T OThEs, #RRh
FERIT UR SO VSR 2. (%
Pl RN R R, AL IR T 4
19278 53 (UE B, LA HE S S JE B
LR AA A2 RN 22 P A A5 5 % T A 2760, AN
WA LRRIA YR A, Zheng 2531 f B (4 42 75
AT LASOE O L0 M 2 R4 1) SIRT1/SIRT3/FoxO
%, B85 HR Ja L RARAS RGP, B
BAEYE R, AT et b A & .
LR YIRE BRI R IELR AR A R G 20
B R A EE R 2 —, X UR $fh 0k
BAHRPER. 05 B SE0NE B 21 51 B 35 52
MIRI, A] GE &L Parkin 4R HEAR M 5 = 38
AN RAA A WE . SourbREamfhdia Ty, A
AIEM . SEE LB IThR, B2 R T
PR WE 9T« Zhang %5 USIAE BH 2 o0 FF 38 i #0 #1)
PINK 1/Parkin i ¥ R H0 i e b 04 B W, [F) B 1 45 2%
BARLEY) R AEFNEN T35, > O LA T
34 HMEZLARELIH

HhE Rz SR AT AR PR R B Sy, B
ot PLEALZE TR, Xu ZER| F i R B
FH2EfR MIRI KL, 203 SOD. A - BEfBFR, FHI%
OB, S OTRe. PERE R R SR EY), Xk il
(0o LA LB 23 ARV E Y, Ge S5821IE B b
B0 Nrf2/ 4L R A B-1 (heme oxygenase-1,
HO-1) {5 510 B J5 #H1) % P 8 A0 RIS 280E SO,
DO, MR ODRE. KEREFS 1 —
FiE 20853 732 FH 0 I M SS 83), Zhang
SEBE IR BRI AMPK o BEFRRLL, 0T eNOS
A Nrf2/HO-1 J8#%, X MIRI i3 CofF 845 B
TRYER o DU 5 22z ke 75 A etz b3
NIRRT S, EEXTIRIR PCL AR G B <
PIREIEAR . H ATRF FCUE R, DU 5 223 i . 25 B
ik MIRI 53 AR, FPHI4afaE T, Sego
L5458,
35 HMELAGERRS

FEFET R Pl EY, BAYUME.

PiE B EEH, RO M RS0 k4 H B R0,
Ren 25087V F VR EREFHIRIT H/R RUREE, HpLH
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Table 1 Mechanism of traditional Chinese medicine in prevention and treatment of MIRI through regulated mitochondrial

quality control system
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Fig. 1 Mechanism of MIRI induced by MQC imbalance and molecular mechanism of TCM in prevention and treatment of
MIRI through improving MQC
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