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Abstract

Ischemic stroke has long been a key area of scientific research due to its high prevalence, complex
pathogenesis, and therapeutic challenges. Mitochondria play a vital role in cellular energy homeosta-
sis and participate in the process of neuronal death following ischemic stroke. Therefore, maintaining
mitochondrial function is crucial for neuronal survival and neurological function recovery in patients
with ischemic stroke, making mitochondria a critical therapeutic target in stroke research. Tradi-
tional Chinese Medicine (TCM) has prominent advantages in the prevention and treatment of ischemic
stroke owing to its high efficacy, low cost, and favorable safety profile. Numerous studies have inves-
tigated the effects of TCM on ischemic stroke by regulating mitochondrial structure and function. This
review focuses on the molecular mechanisms by which mitochondria are involved in ischemic stroke
and summarizes the current research progress of TCM in preventing and treating ischemic stroke
through mitochondrial modulation. It aims to provide new perspectives and insights for TCM research
targeting mitochondria in the management of ischemic stroke.
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1. ik

X A BRGNS BT ISR R A, [ B 2 i ik A M B 1) R R[] o RSB X
BFELH 1220 JIN, R T ERMFEERAE S G, Hrpf i i i A A 4R 5 R R 760 7, 5 BT
AR 62%LL F[2]. SR XU BT A S BT, B0 KA AR BRAAEIRSE,
T H IAH R4 22 ) Be R A AR [3]

AL O A R AR, S AL A PR R/ 5 O 2 B AN S BE RS JE (OGD), - 2R AT Sy 4 i 1)
AL, HIReRRAGEONERIILE OGD B F-IAWIdA g/, OGD 3l#2H) ATP #6351 Na+/K+ATP figh
g FEM A O B E IR FEREEG #1151 K Ca W AIIE I AU(ROS) ™ AE , IX L6 AR AL nJal 1 2k
KA D) ReRRG, A FEPEITCAMMIET [4]. REKE MRk s 1 U2 F 29697 Hbr. ETFZA
rh, g B 2H 4 2R AT v i R 0 ) (Tissue Plasminogen Activator t-PA)BEAT B ik A #: S AE AIS A %L
—ERIRITITVE[S] . AR, BRAT B[R] AU PR 2R AN Hh if A A XU R T IR LA o B 23 T il
Je— PO AR R, B S ) AN A ) ThREAE AL, (H H TR AR R SRS FDA fitHER T
AIS BEWERIK AR,  FLER = 5500 2 2 BEAH 7K AHAJASA HEFE[6]. HORERZ (IR FCIESE T FIF 2%
RAARAE 6T B 0 2 e OB AT F B [7], SRR R RRAR TN RE . Wl FL 5 1 S A L
B, ARG R (TCM) DA IR (B AR RANEIT Ik, NERRLR RS0t T T % .

HZRIET 2 e TCM (W E B RGHsr. TELAME IR 72 552364, TCM 78 Tl B FYa 7 i i 14 o 2 Hh v
WSS 28] AL, ST 2 7 SRR A6 i AT 1 AR Z B FiakiE, i b 245875 kA B e 5
TZ[9]. FHI R T & [10], HERFE R DRe MM A TTAE S AGE s 2 ThRE . (HEF RAER TCM B)—
oy, TRV LRRLAR T RE IR TT R L 0 2 EAT A TH S50 A T 52D o ARSI I BRI 4 AR P L R AR T

DOI: 10.12677/tcm.2026.154233 469 LRIV


https://doi.org/10.12677/tcm.2026.154233
http://creativecommons.org/licenses/by/4.0/

HOIRME,

T L B A o I A1 L S 5 BORTIF SR DA T e 2 T SR BT OLA
2. SRR M RZ P RIER

LR PR AE SR A 3 A b R B TR e B (O, IR AR ROS. EERR . SRR &
FRCERIE  JEIE T MPTP AEGE A T R AIMISET . SR ATP/ADP LE DL (R NAD+KT.

2.1. R EFTIHERRRS

R PR i 2 R R AR, IR ZA I R L R R, SRR A L SR N KL, R . 2R
oL VA I 2R IR B AT A B BR AL 2 A2 K o ATP, DL AL KRR SR, B, ATP /b, SE4nf
FEE 111 Na+/K+-ATP B RIE[11]10L & GS JeikiEH TAE, BEBRICTFA BN 2N, I T4t
JAFRS R RRIR S [12], AR AW NMDA 524k, AMPA SZARZ) W0t BEE, S8 -1t &5 1@
TEHTR, &R BT M, 755 MPTP i, SRR MK . J5E rEAL T FE[L3TRMR 08 T R A
SR/ S, OPAL MIRIA NIE, SEURKAMAR, A5 RELIEI T4 G R ¢ BL B3
JATC[14]. AR C IEH RIR TRk, BRf5 OPAL [IFRIE Ni, HE /KM TIEEH Az
FEEAI R, FFIE I AR A B AR [ 15] . F H mtDNA 125565 SMEE AL BRI AR ot b, T80~
e cGAS-STING JH AT NLRP3 48 AERMER[16], i 285 K1~ (0 IL-1. IL-18) 7= AR [17 1 20 445345
I,

Ak, ZeRifkiE ROS MIEZRIH. GhIG, ETC EAWEBRRIL IR ATEYE, APm (IR
P FEORE R ROS =248, 1M FR#EE = A2 1) ROS IR 15[ 18], i e b vk T BERE AT B LR 2R . I HL
B FRER AL B, kA L AR B R iR NO A B RIB AL 724 NO, S84 & 7 N
Az it 57 S R 5 (Peroxynitrite, PN) [19]. PN & —Ffi S AL I RIS A7), 55 st it P 452 49 1) R T AL A7
K, Rel E MM SRR IF IR T RE, T ERLAAR A ) 2 P U s AT AN P E E, BRE RO, R
JF AT DNA[20], FEUERRAATRERERS . PN 520 204 5 1% PR A% e FL(MPTP) O FF T8, R TBC A ¢
R CERMETY TR, X C 5 Apaf-1 1 Procaspase-9 454, Tk, #i% Caspase-
9, BEMWE Caspase-3 [21], & iFEFAMIET: . HARNLHI WLIA 1.
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Figure 1. Mechanism diagram of reactive oxygen species-mediated
mitochondrial dysfunction and cell death after ischemic stroke
1. GRINMFNZE LRI R Th RERE RS K AR TE T HLEI R 2 E
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22. LNEHHEFE

RS )5 AR R R AR o I8 I SRR 2 1] PR B0 A T DRAIE 2R A4 Tl e DA K 40 i e 75 K
LR > 20T DL BEVE B BR DI RE R A AR, B DR (2 R RLARFIRE[22], o O PR3N I A G
H 1 (Drpl). ZRRifARb & N ZABER, G453 IEEMHK gtpase AWUE . ZORLAA SR A B il & DA
F AR RIAR N Lo IR Ay, EE A 22028 (A Minl il Mfn2 LK Optic Atrophy 1 (Opal) /- 5[23]. fii IR
FRRRE DR, R R ERAA T R IR E 44, ‘23 OXPHOD #ik/b. ROS A B N
AR ANtz C SRR TR 7 IR [24]: BbAbh, Bokiffod BERAR v P U A Ca?tid B s PE R
FETZ, ORI T A2 TCHIBET[25]. (HEKR R IEA SR H T, WHFRY, GOk fh i v i 26 Hh
A FFUE R, TR 2 b AR Th BE RS [26]. Drpl #i\ N7E Jeykht itk fn b AR Se AR, BN Bk
PR Drpl & H/KF R FE AR Zikifd ROS 7= A ML MI#[19]. AHLLZ R, WM (ROS) I
Ji DA R AL 08 375 P e e AL (mPTP) T I FIVE A, 4] T s A 2 o i 2R AR (R i o 2R AR i & ]
DAL R AR Th e e R, IR 2B RIS 0 I ATP AEEIIE MR = AEBAM BERL[27]. a1
BoR, MBS, Fisl A1 Drpl JHEs, Mfn2 A1 Opal £, 2% Bk i i F e v 7 S 2o A4t 132 23
2, BHIEZRRIARR S . JR1, 4 Mfn2 A1 Opal K7k EFHR, Rk 7 AR & AT 13 22 15, 5k
b T WA TTAET[28].

FAh, U B IR GORIARE) 1 — T T, CI SRR TR B LA T4 T4 3K C RIS i
PR BB [29] . MFn2 S BRI 2% 453 ) BB BT 0 75 (1[30] . AHOGH LR B, Mfn2 i ik ] DL 26
RS T RERE IS 1 AU S I 2R R AR TE AR A0 [31] 6

G, HERRZRRLAAR BN 7 2 P T R (R R Ak W 25 2 OC EE B2 . | ki i i FE LR, R HEZR R ik
AE, AR T A R KR

2.3 ENFEMER

LR LA R A o T 4 M 3G 0 1) R i T SR DA B3 B I FE I R R KR N B B G EH B, I A
PRIETE A 52y FEBE R F-1a (PGC-1a)« amp B0 25 FIER(AMPK) . ZR R ARFE S K7 A (TFAM)FI
sirtuin 1 (SIRTL)J& £k kit AE 4 & 2B 1) g R 42 X - 1-[32] - 1S J » PGC-1a 3B B ER AL AN 2. Bk Ak 4% B3 AMPK
A SIRTL B, DMRTAMEAN PGC-1a RISTERIN AP IR, 835 jk >8R i R4 4% 5 (1 #4228 D RE SR,
PG JAENRD, LRRiR R 5 [33] . LRI, NRFL 52RkiiA%E SR 7 A (TFAM)FE RS 21 1 1 45
G, WOET) TFAM f2iE mtDNA i, FSRMMCE ARG K, RAHESFERREY KE34]. F
i, PGCl-o WG ALY B NG 2 (SOD2)MIEIRILEE 1 2(UCP2)M E IR A1 Pl R4k
F, AT ITAEE ROS JEFR[35]. LKA BITBOR4ERF T SRR RS, HAE—F AR
PECRAF WL ZEGR L 2R b b R 38 EBAE R, B\ D3R SR A4 4% AN AL A i 453 4 (10 977 i S

2.4. LRk BEE(Mitophagy)

LR R AR W 2 A T A PR — P L], T DLIE PR VR RN 22 Bk Th R 2R T B 2 A [36] o FENR BILIRES
i, AT WAL AR R0 220 S 2 B 3 [37] . H AT RO TR B, 2RIk [ WP K DU R R 451845 : pten
7S K03 1 (PINKL)/Parkin 4% bel2-i#i & E1B 19 kDa & FAH HEAEHE A 3 (BNIP3)/nip3 #EH X
(NIX)igf2. FUN14 53 & & 1 (FUNDCL)IB RO AR iR 42 [38] - R I 14 i 27 Hh & A2 B, FUNDC1
W5 LC3 BN ARAR R P IR R, B A B ISAR 5[39] . 1T Nix S 3 (R ZRi AR B g 7E R
AU FRERGHHE, JHE LC3 MLkkifh S O IILs &, (et Zebifk BWE[40]. 2T, Rtk
W B XU RFAE, B AW R AR AN T2 [41]. BARE S — R RS R 2, O IE ST LA
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il Wk B R, AT 2 AR R L/ PR S (R T RE R A [42] . [RIRE,  7E CRSR I H At SC & AR UE SE T 4
I g T A ik e B o R R 451475 [43] [44]

LRRLR FHWRTERN 1R S0 R AL AT B, RUE AT LA B 1 B o v 1) — e ] )
WA A, (TR L P 25 Hp e o 9 2R W R HE e 2 R R P B B

2.5, RIEFER

TESRIMPEAR R A G, ARG HPAAAE LR LR LG . P12 4 i [R) SR A4 4 %l 1k % 1 4 oK
(Tunneling Nanotubes, TNT) [45]. 4 i3 (Extracellular Vesicles, EV) [46]25 i & 4% Hi| 45 /) S Il [47]. &
RIS SLIRUE S T /NIRRT TNTs $R LR RLAR SCREZ A s 2 e AR R K, FF BT DL XU 1
[48]. AL, ThREVELOR AR IE I TNT 2/ M fdk 52 5 240 i 1% 5% 21 s R Jo bl (BRain) B 40 i, w] 4563 S 11
T2[49]. 725 —TWT 7t & B, 2% NGF mRNA [ ev # ik 2l s i/ B Bk i iz )2, 5 R 5
(12 BTG AL /NI TR 40 S 25 kb, OB NGF a7 2k sk 4L T BARMF- 5 [50], Ak H ohae

RIS, TNT J& EV VEMr ZEEMAN, H5F B I R 4 i v fr fg e 2R AR 1 88 28 O 2 A R A ) 240
H TR ATP K, i D R i i o XS R R AN o i 2R R 3 8% 1k AT P B R A
31 775 AT Be AR D R G S R RR 22 TOAE T 1) — P R 51

3. $tRBELN BT AERI M RZE PR ER

ST UL EEAs, MWERR A EERE 1R T Sk VERN A 1 LAME R IR S uEemT s, TCM ££
oIy AT B P 2 A O T O SR R YT AL T LR, A Ok TCM AR FIALII I 22 00 76 e Rl 48
Ko DI, ASCOERAEIR YT R ML RN 25 o 5 T 0 SCRREEAT £33, Ay BB MR 15 AR AR 19 A JEE 3k — 20 e ik
Bt el A I 4 m 201 BLAR

3.1. $tRFALELRIFFIRIFER

MCAO/R R I W & LRk S, B 24k PYBRANIRS RS 2L AN O . AR R
BEARRITE A, DL R A B AR [51]. EA TRALFEIRES T 4Rk ifs, ZoniiASam] S8, kiR
B2[52] RS AHXS SEHE[53], PAKIR/D T B EEA ISR . BREAIIR[51] [54]. SRERLER KR, EA T
AabFE AT DA A S [55] A0 ) B AE i [56], R LRk R AR U AN PR BE D BRI . AT AL B E
AT WA S5 R (0L, BRI FUNDCL. LC3-1I/1 FLAE AT p62, & p-mTORC1/mTORC1 tuff,
R v R L/ P E V455 [54] . Chen 28 8 HR AT TIALFE GV20 AT LLEUE Wnt/GSK3p 5 5k, kil
il MTOR A W, D4R SR I PERGH 3 [57]. BeAh, FAFTRALEE GV20 /] LMY 55 4148 76 TREM2 KA 1)
I W S 175 S BB ML 32 [58], 140 NRF-1. TFAM A1 mtDNA 2634 /K V-, 3853 0% cblr ik it PGC-
Lo B —DARHER R AW R A2 [56] WEFERIL, XF “H4I7R(GV20)” Al “ KAHET(GVL4)” HATHRER 1
MA. SN 2 Hz, JESE 20 0% i sRAT TALER, AT LLEY cofilin 25 (A (0 3R A R B i ik 45245, ks
M INRE[59]. I H EA HAEFFEE)S 6. 24 F1 48 /N 1) Cyto-Cyt-c RIA R EFEK IR 4H[60]. 7£ Hu [61]
S NP5 TR AIESE T EA FilAbFE 5 X kA b Cyto-Cyt-c IR /D . 7E Long %5 A seit il it EA T
PR 427, SUM'E Ao, = RS BN —EE(MDA)YRIZE (a2 C LA SR A AL ) B AL B (SOD) Al
B EH IR (GSH) 23 T Atk 71[62]

R ERTR, EA TALBEJRE T ARk, 1E R 24 /DI S EA TiALEEI/D T FUNDCL ik, [%
KT p62 T ERIEIKF, BN T bAoA, B9 T Re B AU . thAl, EA TALER (2 i Bt AR A=
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) cofilin Lokt ) i UL RSB AL REBEEHLD, s i T e g e B2k
3.2. $tRIBTTMERFRIEEER

MOCA ZH 2R ik = g A (B R B R TR, USSR 2%, 2= sm, WERvK, EA 67 IR0
#l7 ERAEk, @i GV20 F1 GV14 Y EA ¥BIT Nl T Drpl HIRIE, LiZebifkml &5 8 A (Mn2,
Mfn2 A1 Opal) [ iA, CRIFEHKIAR BN -, MBRAAZS) )% LR /R #5145[63]. &1 GV20 A
BL23 W LU T HLi o8 E Bel-2 13E 1, [FI BRI T Bax #l caspase-3 361k, B35 1 b4 2L
Rl RIS DL [64]. 7R/ 2L SkEe T, Meng 55 AfHH T HIEHIE I 175 Bel-2 Al caspase-3 £:[K 5 51 [X
B H3K9/H3K27 LA KR A FE R #H 2 B ORAP VR, MBI 23 T LA R 1 FL B X dofe I 2 i 2 v )
YBITER[65]. Lin [66]%5 A LA 1-3mA IS H AL DU20 Al DU24 875 7408 T-pLal, JF H gy
Iy SOD H1 GPx JiEPE LA K FEAIE 7 MDA /K-, Js S Sl . sedl A Fe 45 SR o, Hifill DU20 A
DU24 1] %0 PGC-1a. NRF-1 fl TFAM [ FI/KFERIE, HINE FAE@EE R &1, IVRIVIKE,
YERFLE IR AT, (R LR R E[67]. Liu LB EA J697 R(PCB). /KIA(GV26). =M=
(SPe)Jk R AR iRt i, FEABMLE T IE DR SR [68]. Lang &5 ACEL BRI KURF. RHERRAS
MCAO KR MZ& IIREERVE 7 LA & OS $if7[69]. REAERE AR, &4: 8 KRHHAb3 GV20 1 GV24 J5,
EA 20 PI3K. mTOR #1 Beclin-1 ff] mRNA Fl & 35 R E 80, 1M p5b3 R IAFFK[70]. 7E Wang 55
NEIF e, 3 R EAVRIT B3N T P62 Al LAMP-1 ()36ik LL R F&AK 7 LC3N/ LA, @it i
IR EWE, g TSR XS R [71]. TS 24 h NI EA AT LARS N Pink1/parkinson 475
LRI WG BRI D> AR R AR AL 8 55, AT ORI AN S 2w I/R & ot 1E[72]1 50 %R %
B, EA H¥# DU20 1 DU24 747 m] LA cofilin (£ i4 7 L F1 caspase-3 MY, I 35 a2 s i i
R 5 AR TG R T AT

LR EFTIR, S RIBYT A LSCE LRI A i RN Th e, MRS BRI, FIHIE TSR B MRIE,
kR ANA S EiAL i

4. ZRERE

LR G T LRARLE SR A A r o BT LU S B2 1 15 R A Ty BEAE Sl AL P8 i 2 v £ T s
ARTT R BRI g AR, H AT FEU0 A7 AE — SRR, 5 B R OREE — D IRR M e % 35—,
H BT BT R R LR A AT FU R b, A TP IR B, AR A BERN, #0020 T AL A e
SiE R, I H R 7t 2 SRR R — {5 Sl B B R, shZ PPl . AR HET 2 2R AT AL,
ISR R A5 0 T A MM 2 AR, 1 A0oR) P B IR 2 B BRI B I R AR AR G B
FERIE R 55—, SRR AN 2, RS TRRMECBOUR. BHRREESS) A S G —, EA RIS
Bk Z bRl TFUER M AT LU S 38 A, 52 1 RAE [ PRlE A WU N AT B o A7 58—
BIThRE, JHREZ M. RELRLLNER. B=, MCAO SRIMEM SRR EZER, LRTIFR
R I 0 B A o o (RO Y 21%~45%, T W PR K 22 2508 3 . v L /s ELPRA AR o - VF 2 AR
OB E ANRE, JF H AR RITE e e B AN SBOR I R 2,  Rednl AENRTh R AT 7 Tl A 1Y
EAFAERRAL . KL, ZRMEEE, @ AMAIRTT A E . S0, - KB FCTERL, Fa A N R4
JE AR BT AR LS5 77 R0 T T R BT SR A A o T SRS

RRBEFCTIRZ B 7 5 HAIR ST T BB G N B iR T RCR s IS & B 50 TSR,
BB S 5T S0 2R T BERI A, AT 2R T SRR IN 2E R (T e . RIS, SE TR AR
JRAS e Ve AT R SR e, SR F RS R o BEE W T A AR AR KAt B2
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