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Abstract

Myocardial ischemia-reperfusion injury (MIRI) refers to a pathological condition where myocardial
damage is aggravated paradoxically after blood flow is restored following myocardial ischemia. Astrag-
alus membranaceus and Salvia miltiorrhiza, a classic herb pair for replenishing qi and activating blood
circulation in clinical practice, can effectively alleviate MIRI via multi-target regulation of the mito-
chondrial quality control (MQC) network. This paper systematically reviews the molecular mecha-
nisms of active ingredients derived from this herb pair against MIRI, covering restoration of mito-
chondrial biogenesis, remodeling of mitochondrial dynamic balance, bidirectional modulation of
mitophagy, anti-oxidative stress effects and suppression of mPTP opening. It provides theoretical
references for its clinical application and therapeutic research of MIRI.
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1. 5]

O ML A tHE 5 b BT AR AR e f ey (000, T CoJULBR L AR T2 i) E 2R R[] FREEVEAE R
— PP EENRIT A, BRSSO LR MR AR RS, ORI R ik SR, 240
WA ZR A M2 i — sk A f5 LRk 2 (FR ), A0 ARSI DIRe IR RIS, [fi 2 5] & T = &
4R D AT ReR T, LA RSO IS, X i AR R AR g O LR I B 45 [2] (Myocar-
dial Ischemia-Reperfusion Injury, MIRI).

LR NAR S ARV RE R I 2 i, AR O IR S EFERE O WL 23 K& s £ [3] [4], IRt 2 4
J#a A 3% 14 48 (Reactive Oxygen Species, ROS) & 45 i3 il [5]. FHEVER B, ZRiA1E N ROS 55— K5 5]
RAMNLFBE AN, S N R S A5 [ 6], — 7 AL 45 4-ATP FE5 7 HB L3, FF
SRTLRR O LR AR ERES 7] 23— Th0 3 [A) ik i 28 R A4 @8 375 14 i 46 FL (Mitochondrrial Permeability Transi-
tion Pore, mPTP) AN AT I 75, 1] mPTP JF S I A& 2 O LA B A7 36 RN BE T () Bk 4 1 9K [8] . FEBfE 15
ik &, £k )5 4% ] (Mitochondrial Quality Control, MQC) %% & A= 2 A0E% , R B NLRIAAS) 112
AT SR BB PR B . 2RI A ARG T, SRR A Z R T IE S B R, SRR
FELAM N RREETAOR . RIS, A 2R AR TR 2 K /& DNA (Mitochondrial DNA, mtDNA) &5 15 A1 5% 43
1% 3 (Damage-Associated Molecular Patterns, DAMPS) i A 51 42240 il 25451175 5 28 5E R 1K) %88, 33k 17 Y it 1
A5 5 5 WA RRE RN . 2 H5 B PR AE ARAR 2 IR A, MQC FaZS I 4E R SCAFE P MIRI 1 f&
Rz O RIFHLEI[9]. 7E MIRI FVRYT b, BB BRVE 25 B — R s 25T A IR, e i A 380 A5 ) 2 7 B PR
W FE, Hk/ DR AR 0 1 — 1% 0o BT AR T B VR 7 2

MIRI XF RIS “HgBE” o 0”7 “EUDIET BIVERE, HEAZ ORI R IR . 0T

ik

&
A
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MEEANTC T, MATIEW 51 Co BB, PR, IMUbk AT I8, SFeT4h, MEELT W, TERIMCEE, in
HONIH AT T B B2 SO R R, o MIRT B HL ] AR 58 BRSRER IR N, B WHIE S Hh 5 25 %6)
LR ZE KR E R A RO s MIRI B0[10]. /U7 eGSR . U, OESIER; FIB, Zohifk
D RERRAG HET 51 AW D RERERT , T H BUAR SRR [11] [12]. BHEThE AN 2, AT R |
MRS FHS ORI O G, ATEZ IR SO Bl “ O8I b, o< &7 #ig, —
H AL T IA G E ML AT IERI R ROR . BURZ B2 SRS, SR Ahat 0 BhEILIZ,
ZREMG IO L RIS, CE BT A ROGE UL . 2R, SR - AP NIRIRE ) i
G M2 2%, AT IE N 2 @R R MQC I MIRI. (EAERER, ZHGE MR A SN S5
DRI RN, 52 254N A7 R A AR AR RAT 33 o A SO AR G B2 2506 13 7 BT i MIRI
WAL IR RATE 20T R R 2%

2. N RESESH: OCNBMBEFRGNZOEEDR
2.1. LREEMER

PGC-1a/NRFL/TFAM fh (¥ 41 il 52 LR A48 A 40 (A% O30 45 FEREE I, K& ROS MRk, — 5T,
FAABT K AMP iE AL R 1 B4 (AMP-activated protein kinase, AMPK), [Ei mPTP JFJi 51 A& 1k i i
R — 4% FF R (nicotinamide adenine dinucleotide, NAD*)#E¥% . JTER{E B3R5 [KF(Sirtuinl, SIRT1) k3%, A
LI 3k SR A B B B B A2 Ay 3L 75 1-a (Peroxisome proliferator activated receptor y coactivator-
la, PGC-1lo) Rk & OB RE; 53— 071, BB PGC-la KEEThRESS Mts, R ffIiEd
- MR, ML ZIFR KT 1 (nuclear respiratory factor 1, NRF1) 5 2 RifA e 51 A
(mitochondrial transcription factor A, TFAM)#%i%; Hik, ROS LRtk Lon AR, KRAILAETE M)
TFAM, HEHEL TR EE mDNA, 5 AF TFAM Joik (R LR AL A2, 01 mtDNA 521 55 I 7
FG R Z HAHIILRIH R ZRiAH A SRe 2R, S ROS 7 345 K45 . #%K1-xB (Nuclear factor-
B, NF-«B) R AEIEERIHOE . AR mPTP RS, FFELBORERLIRDIRE SRS, 75 A0 UL RE & 2 v 5 40 i
T[13]-[17]-

22. BNk PF

NGNS R R, R m S A, TR AR RS 3 B R F A 2 B B
T SRRl & Aoy 24[18] . LRI Rl 2 PN B 22 SR A Rl A R AN R AR R AR, T 2Rk 2y R
R RE . A0S, LRiAph & 5 =B IR TF (ATP) A 5%, IF BBk mh & ik 451 ATP
(= A AT ROS H =4 o BRI P B, — 57 i3 JJAHoC R 1 (Dynamin-related protein 1, Drpl)k&
4 Ser616 fir it FERERRIL . Ser637 MR/ T T, 121# Drpl K& FLRASINE AL, SRR
SR [19]-[21]: 55— 71 Mfnl/Mfn2 &892 3 - B BRI, RN E 455 1 (Optic-
atrophy-1, OPAL)BYVITEMEE S, ZRRiARm i 72 0 35 5240 [22] o /3 24 TCHE 5 il & 52 303 R L 1k X 445 e
A, HEESELRRIMNEGBEER N, {2 {E40H % ¢ (Cytochrome ¢, Cyt-c) BN FRSR, 75 &Ll
BT, RIS 2D O A R I 2R R 2R A A, o 2O JUL R o P R 453475 [ 23] [24]

2.3. LRIIEEE

2R ORL AR R A A E I 1 L O BT BRI B D R e R AR I R, A MR @ B
PINK1/Parkin 8 #§[25] [26]. FafmkifiprE, =M H (Adenosine triphosphate, ATP)#% Bf #5175 3 1% 8
PRIGFEWOE, BRI SRR R 2R, TSRS, dERr A N ARAS[27]: R, 2%

DOI: 10.12677/tcm.2026.1510610 729 HRE 2


https://doi.org/10.12677/tcm.2026.1510610

BtHZE, HE#E

@ P EEH, FT3E T PINKL/Parkin /7 S Zebifk B A, i & ROS ELIEfE PTEN 75 S5 €
i 1 (PTEN-induced putative kinase 1, PINK1), mPTP ¥¢&2 il BHAS PINKL &L A 1M 4 2 5 i R A0S
AR DL S NIF-xB 98 3 45 401 1] 5l B4 1% Parkin (E3 2 25 3E 8288) 5 16k 25 [28] o B0 R A S hRicAs 5 Fh T,
Ik Drpl S8 O 91 K SRR IZ A, 32 4 AR RSO e B S BR BE 0, BRI S IR H W
Bile —J7 VA B IR DI RE 32400 T B0 WOm PR, SR PSR TR IR W PR AR RF LR 59— D7 AR H R
PR AT B, AR BRI R AR A ThRe e R A, E 2 E O ULRE B AR W R AS S5 40 B BB T .

24. ZRGFEHNES mPTP &

LRENETEN RS mPTP fadS R E N 4ERF A RA SR 5. IG5 & DNA SE8MEI 55— T8RS
2%, f& MQC MIZS AN AT SR AT o BRI P FE I AR TR P RE S A i IR R, KR A B B e
R, FHRIEFE A . AP & mDNA BERi 2, ISk S EL LR AR . Sl A
ki (Manganese superoxide dismutase, Mn-SOD/SOD2) RJ 1= % fi AL 8 58 I 2 T A A= i S8 AL &, FELIT 8
A EF N SRV EAT S BB E KT SE AL (Glutathione peroxidase, GPx)iE— 5 LUIS JR R4 Bt H
RN, ML A S F M AR S S, 85 ROS — s 45, — 3 W RIS M ok A Ay ik
G, K ROS M3 1R A AL 151 & mtDNA #145i[29] [30]; SRS, PIRTTAI A R &L
NSRS BB IR, FaE mPTP RIRAS, 4ERFRIARBE A fa e, fRfE PINKL #i%. TFAM
5E \OPAL i b2 1% 0> MQC #EFE 1EH I [31] [32] - — 3 B [FIVE F P MR Sk k2D S 4 B 80 385, 38 5 ROS
I R A S R TR R B RS, ARBE LR R AR R A L B e E I ZRR RS0 MQC B R IF H R 45
RS TRE .

3. HE - Al B RS EEY RE
3.1. WRFEMZENIKERE

MHEEZEN, OULER RS R T B 0”7 A0 LR EE, O
AR o R U Rk Rk 5 R MR S, S Bk PR ZE B, ASIEIGE, RO . X SR E AT
a7~ B MIRI PR BEARRAIE = 2 32 46:[33]-[35]

SR RIS N LA PR RS B AR IR N AR R AR AE ) B R . PR R SIRED
M “Res” “RRIAR” , BIRYEAEMIENNIREN ). ORTE, VUSRS T, IEIRR IO
T AR 201 WNIIARBELZE MRS, X SERki R G O ATP #6i5. ReR UMK T & . BiAE
BoR: FHEVEI] PGC-1o/NRFUTFAM 52 FH . ZRRig A=k . AL BRI I VLK R 25 . BNV
2, DA 24 AEAE B HE M B2 AT BOE AMPK/PGC-1a i, R IFRIAREM SR, BN “337
5 kg MvaYT R .

CHLEE” S RLAE R Z B S AU RV HERR o AR R DR LR AT AN, BRSSP T ke o X RZEAR
IGAR PR FREEVER, MRS, ML AR, M/AMROEEREE,  Hr R 40 B 20 IR i A g i
2R, RUERZ K B O @, QU REN R SEIA s =R, BT, 2Hsk
R FFEEEE MDNA %5 DAMPs, [Ali ROS BRR « FIE/ MBS, BORSEASIER N, HE— 5 nE o)l
Bifi. FHSIhatim s, HA R8s rTml i RS, SCEMIEHREE, R ATELIER ROS.
0] mPTP FFRUIER, BEERIN. “#LE 7 DL “@fk. ERAW~” » &M, —H—i8, A
i, WA EEGIMZ AT EER, AEE - FE2EIT MIRL FEAEIR ST R B AL AEY)
AR
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3.2. ZeRkEMER IR
T 2 T ZLORLAAAR S P 1870 S AR A

Zitt T JELHR'S LR A S 55 S5 ik
WiE PGC-1a 8% . 0F PINKL/Parkin i@ . ALk

4[]

RN ASNV ke, sracemam, sise. some. gespmpa o) )
s eawam ca PRI RBIRENE BIRROS BRAN
HEDH APS BRI ERBULAKT. B mPTP LRI [40]
LR FM AR AMA L B ROS R 4T A K-F- [41]
- WO PGC-La il R NDEIERE . FLAAL.
ST A ‘
FFZHH 1A TSH Yok . HomET [42] [43]
s - SRS A b ROS. VIR 137 2 L _
e ammE SR s [44]-[46]
K2 CRY  $i%fb. M ET. > ROS B [47]
A% DSS  HUALI. HUL AR TR 48]

TE: HEKHE IV IR BERMy, BOEENE. DIREMAMHER, 5525 EkIaAsgm, mag-Friisom, A9
ATLUAT iy BN, ONUCHARAREATIR; BESTEM POWAE R S S MR G T A 4 e B TR AL
LA AR, MR AL LL IR SRS HER R 7 20, TR DLR R i, A AT fe 5 22 e it
Jr B RS B S A SEEL; PRSI DA, BaPY SIS S MR IR T ARz, DIRIRICAS
B RNLR L MG BRI SIIR B SIS R EMIRE R KRS ARPER, BpiER s . EIEAAEIIE . R
k. Bk, FEMREE BB 1 MQC FENLEIN, &R SGIEHAA N ATIRIREE . WU AT SRR SRR,
Rt A R LS5 R B AR ME R IR

4, /E - F&1B1F MQC Bl
4.1. mELREEIERR

HE - 1232 0 U R0 B ETE 13230 () PGC-1a/NRFUTFAM . #IEHH IV £ H M EEE
PERSY, BABR. Per4ii. Prsatb. QIR RIEZ P ABER . RN ARSI Z AR, 4T KR
WICHT IV IS, AIMRE SIRTL 5 4WfiEtE, 5% PGC-la HARENE, #EfA 2 LR NRFL.
TFAM IRk, (2 mtDNA B A E M, BB aE B 00 WIgH M 1) s AL 45[49] [50]. FH2 205
PERST PHZ R WA AR U IS 0% PGC-1a F i R NRF1. TFAM SEHLC IV KL A4 A 4 & i 24
[51], & ATHNHIFEEEES AN 51 ROS Bk 585 & AR B g, A RS PUR B PGC-1a. NRFL1,
TFAM 25 A0 5 PR, BE SR R A I Rp B . 3% B, JERME B 2Rk A1)
HHEIIRE, W MIRLGILEEE . b, EHMKME T PR SEIRMEA B - P20 n] {2k
LRI E W B Ao [5213RIE o ik 22 Fr Al I S AMPK/SIRT1/PGC-1a JB i, 1 5m LR RAR Y& A ATP
FAAE, T AR OO LRG58 05 50 I B 1 S PGC-1a S FL R30S, 186 5o JUTL 4 L 2087 4 A 0 5
By 50 B FEAS M B i o 7 5 08 OB S AMPK/PGC-1a/GLUTA 15 538, i A BTk
G

4.2. BRI HF L&
FHRER B & — P RAWEY, KRETFS, o, . M. BES e A EEAMERN. Bk
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N, PHBER B mI40| Drpl 7£ Ser616 1 si (B R /KT, | Drpl [a) 2Rk S S0, 38 il ki Ak S
358, (AN PR ERRLR AR A B 1 1 (Mitofusin 1, Mfnl). ZEkifAR & 2 1 2 (Mitofusin 2, Mfn2)iZ R LB 1
KV, HEFRER ARE, A RANHILRARRE A AL HERE[53] . B [SA1SI R L, FHSE NA T REmE K
BRI 30 min FVEYE 3 h G RO IA T, R R AR, 40 mg/kg FHZER A BERREHE SR
TRAREAS R 20 K SO WLAH ML I8 T F AR T 20 mo/kg FHS M 1A BEERARTE SR AL BEAR AL 1 KRR, AR
P AT RE A HNE] Mfn2 ik, OPAL VENZRLARL &R LT EH L —, ERBPRI, HERT IV ]
eI i R R A LS P 25 ARAG AT mPTP fIFF, T Drpl, 300 OPAL il Mfn2 ik, iRk 4 ki P fise
RE, YERFARIARTEAS . RSN AT AEPIE T LLE 25 B BT Drpl 75 Ser616 £z st A BERR AL MILE I Drpl 7 Ser637
DL HIBERR LSRR Drpl (ZRbifdese i, MIfIBHIEZRRIA /> 24[55]. i5h, B, FISS% N EEMTT
A —— S8 AL, — P G R ZS, 78 MR, AT Rk ARl & 8 OPAL Al
Mfn2, [RIEFH0GIBERRA Drpl i&E, MM IR B2, (R, Hm AR SR C [ 10]
[56]. AIUL, BEEE. FFS IR 2502 S LA A e — 3 T SELAM A 20 2. (kR A (0 14 .

4.3. WA RIEZALF B

—7J71H, 7E MIRI I Fir, 3ERHAF IV AR FRAR ROS /K, I A BSOS 4 WA Fi i) 48345 1
WO PINKL/Parkin 8 #%AH G HE 1 0%, BCE SRR B A 1, 35 OR4 PR 2R A& B 16 [36], 3 —TJ7 1,
1F W B SS B B 25 AF R, SRS IV BRI I BE PISK/AKUMTOR %5 i@, Pt B 2k
KL E R, AT ERIF O LA I[57] [58]. 534k, #5915 SEIAIE T, 75 bl i AR 1) 57 FOHE PR oL
(Diabetic cardiomyopathy, DCM) KB T, FHSEE A 7R Al 0% PINKL/Parkin JE (2 i e kifk B
W, N MRE, s ONLIOE S BN, RO EY . A, IR FES R 254 R
HEFI2, Liu S5[60] [61]MISRIR4E RALR, RRlEE: 0 5 B T 2H 23N 2Rk ) V2 1 Ak i BT A4S 5
KH Drpl. PINKL PAJ Parkin 25 A #E /KR Fif. A H# . FSSMH RIS SIEm oy, 1E
O MV FH 2 75 7], Chen S5 [62]4R0E Fod Wi % Parkin [ Z&R0A (0HE RS, oot 28 Rk 25 4 F0
ThRE, HMHIL kAR E W, MR OUL MIRL 355 . _FIRSE BAEH, $EE - FEZnl s Zobiikd 4,
I HA AT Al % PINKL/Parkin /-5 (2044 [ 05 7%

4.4, MBNNHSHE mPTP FHH

W - M52 0 BEAERH T ERRR AL B N5 mPTP 4797 . BT IV FF2H LA 3
RE R B R PR AR T, T L Mn-SOD 5 GPx /K-F[63], Ja& 3 B H:AI il e b A I W e 5 45 4
I (Mitochondrial respiratory complex I) 5z i) L 14538, M IE Sk ROS 7742, Bah bR amig ik, 0|
mPTP i ZJT7%[43]. Yuan 5£[64]K)% MCAO KB AL, B @ (et ATP Ffg, %L
RIS R o H8 1S 22 W 5 AL FRIE AT I8 I J R A R A, R F AT AT mPTP ik FEFF I, #| i e
B A 2R & -9 (Cysteinyl aspartate-specific proteinase-9, Caspase-9) )&% i4[40]. Lu Z£[65]74F
I A (H202) 155 1) B2 TR I S5 4 0 A5 (A 28 rh i B, 688 5 o I w0 AKYNIrf2/HO-1 {5 5 18 B ik
 H20, F S BT IRR AR I15 . Ba8 5T M2k Akt BRI, b Nrf2 B8 & L R #ERE R HO-1
IERIE, BRI ROS KV FHEYER B #li & ILEEIEE AMPK GBS HIHIERET., Fae LbifA N B
B, 98/ ROS AR/, A A RO JEE S N [66]. A BRIEN, 3K - FFS 20 B4 N L
B E P S — R 2 A L SUR A [67].

45 WEEES: NEHMSR RGBT
& MQC F AT AR ML AFAE . £ MIRIJRELIRZA T, ROS B, #5783 mPTP 574 F 1
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R EIPIXAL, HEIFBREERLIRE Y S R S e EE . Zokiik B X SR BB R R, IR
TRMEAE R MQC ML L. I - PFS A A2 S s, AR TRERE R4
ARECHE RS, TSR IEZORR 2 4D RE R . K MQC RGtEaas, S5 B af UG . WAL
T WIRR R E . BUA W 2% 25312 5 2B FOTRIESE, 122500 W] 2 i MQC A% Lot i, BELIT 2K
WRAG 5, SEB MIRI 24453 103 1) R Gtk R 37

R SRIR, 25 #0 A P 2 TR 2 PO RIS A 25 R0 0 RES 2 o LA RLARIE BT R Bk B . DT R 25 B2 5
AW L 2 2T oy - ST, B REG DIRAEYIM L 32 ] LA AR A & S 5 24
KBS 5. B, ARORNAE “ B - R B - ZORIRSE R -MQC 827 I8 Y, [X 7) it
Ry SiE AR, BB P24 5 20 O SR R 22 MO R0 e, AATATSICBRAN I B 0N~ ) ““ A% A R B
BLIEL” (Il .

5. IRERERE

o LR L P B 45495 (MR ) oo UL R I PRV VR 7 i X A TRE FF) B BT B A, I R 1 o =2 e 1
TITBG EEBARTUS SCE VA EAR . 2Ok A 5T 4% Hl (MQC) M 2% A2 A R T 2 3 MIRI KA K %
O T, ZRARAEY & RN B AL SRR B AR S BIOA L A - S R G R M
FMEAZR, SEF RO WA S5 AR S ThRE e . ThESZG4E MIRI [IBG 77 T /e 3t 20 B A A 1 4%
R L . B - ISR TR “ad ORI LRk, B ORI bl KT E R
V. BEFRHEE. FHSE DA, FHRR B S22 FETER 7, ATRLHEIER T MQC %%, il 1k B Lkik A4
YN R AN R 2o AL N K L NIRRT et A = I AN L Rk oy R NP R AR (U - B S T4 237
[FIFETT MIRL, Lo LR ST 0 T T8 B

BUA 07T B ORI R SIS - PP S AR SRR B R 15T MIRL (20 THLE], (HAFEAE €)=
MR © 7 FHLRIETEC i, 2 REHR— MQC @ik, G/ MIRI Gl - FRREE4EFE MQC 2k
I P AR R BN ASTRE I T @ 3HIR - JI S ACRIE T 0B AN 2520 [, 8RR - 704 - AR
BRI ZG AR, — 3 DTk o B e IR SR T DLIESE; ) FAURANR Y, 3 P i A2
AT, WA [FE IR, IERAARSE - RN 2585, BEAS IR A SR i R v ;. @
R SR PRBLSE LY, W IE 2 10 FH AR e A R s kg 2 B Aol I/ 2 SRR, RS e PR L PR
e IR MUEIE 5, JEPPRIRA 25X MQC 5 5 A AL il 5 NSRS, B/ RGP

JREERT TR B A RIAEZ HAREER, RGN - FF 2450 1 258 i
BT A AR AT RE B2 B P A [ I 8] T Lo UL S b rh 25 W IR AN AR L 5 LTS TR S
6 X0y B2 S5 G0 RN, FZAIC AT R (0 20T E e s RO e 2R R S [ 8 MK R, TR HHE 3 i PR
FHRHIE FERR RAEUEAR S s XM AR BE . IR AR BE 7 A L ST i R R A R 4t
FFE ST AT T PR R0 B A0 bn s W S OB I sh A A, DI PR R i B3R BT, 1]
B MQC BB (8] ({52 FL AT, DIINSEES - PES 20 M T MIRI Bl R B ¥ 52 f4t 5 e sic i) 24
W

g b, BT HOR AR LA R B - PFZERHEDT MIRL BIALHLR % R4 e S0 (i 5 R H
A5, EA3JA SRR AT .
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