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Abstract: Ischemic stroke (IS) is a cerebrovascular disease caused by thrombosis or embolism that interrupts
cerebral blood flow, resulting in brain tissue damage. Mitochondria serve as the primary site for energy metabolism and are
also involved in key biological processes, including calcium signal regulation, reactive oxygen species generation, and
apoptosis initiation. Therefore, the structural and functional integrity of mitochondrial is crucial for neuronal survival, and
the mitochondrial quality control (MQC) system is fundamental for maintaining mitochondrial homeostasis. The MQC
system maintains mitochondrial network homeostasis by synergistically regulating key processes such as biogenesis,
dynamics balance (fusion and fission) , autophagy, oxidative stress clearance, and calcium homeostasis. However,
following IS, neurons undergo pathological changes—including inflammatory responses, oxidative stress, and excitatory

amino acid toxicity— due to ischemia and hypoxia. These factors collectively disrupt mitochondrial membrane potential and
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inhibit electron transport chain function, leading to MQC dysfunction. Recent studies have confirmed that acupuncture can

restore MQC homeostasis after IS through multiple targets and pathways, specifically including promoting mitochondrial

biogenesis, balancing mitochondrial fission and fusion, regulating mitochondrial autophagy, reducing oxidative stress

damage, and inhibiting calcium overload. This article systematically reviews the relationship between MQC and IS, with a

focus on elucidating the mechanistic basis of acupuncture—mediated IS treatment via regulating key MQC components.

These findings provide a theoretical basis for the efficacy of acupuncture in IS management and offer novel perspectives for

developing future stroke therapeutic strategies targeting MQC pathways.

Key words: acupuncture; mitochondrial quality control; ischemic stroke; neuroprotection; mitochondrial homeostasis

e 1 A4 i 2~ 57 (ischemic stroke, 1S) 24 FRIE
FEl A B T AR 11 T 25 R 2 — , O AR it
S A RS 28 T BORMK L I , Bl 405 # 4
BEHER AN SRS A 4 i A Py Re e . ok
A A3l Iy Z BR, AR O DI RE 2l e 2ok i
P4 EA T S AL B R AL , LA 7= = BETR AR 1T (ATP)
FHURAERE . DL AN, 2R AR A 78 1 1 48 (veactive
oxygen species, ROS) A5 Jilt F1 20 Jid 4 1= 8 42 v 49 13
BRHME, AT Zohn AT 2400 i 2ok
& it & 45 il & 48 (mitochondrial quality control
system, MQC) A& BT B LR i Rr b (A IE 5
L A O ZRn oA T ORF 40 HE  ROER S 1S
JG—FR N A B R e | R R T RE A, 3R
R SRR ATP A2 U8 /D (ROS 77 2E ol i 2ok {4
T 37 PR A ALTT ORI SE A AE A5, T MQC 2K
1, AT RGBT T BRI — R EIAE ]
NIRRT vk, )T IZ B THRYT IS, B
TRITROR RAFD s Lok (A2 1S 19 2R 97 38 1
MOQC U] J2 4 5 2ok A 72 25 B N e A% AL
I, AR SIS TR £33 A i i 3 B 1) 9 45 MQC A& P15
IRIT IS PR FHBLE] , DU BERE 77 1S 2 (e
Wtk , T HE 18] MQC B AR YT R IR BT LA

1 ZBERREIER AL

MQC J 2 45 2R A A B A A% ALY, £ 5 46
R A ) e A LR RS )2 (Rl G 19358 (AR
FI I 7Y S A S S AR A SR O B AR AL, R 1]
AP SR BT 25 A5 K RO P DL T RE S R
P, T OR B 20 RE BN 0 MQC B A% AR HITE

[J SUN Yat-sen Univ(Med Sci),2025,46(6) :955-963 ]

TG o B BRI BE S B AR [ A B s b
FELRLAA R4 o 3 b 2l 25 B A AL ] REAT 5B 1k 2k
KA A IR R SIS 0 AR, T Dl A ke L, 4
HE 1 Bt 5 (cerebral ischemia—reperfusion injury,

CIRD) HAT CHEEH
2 ARl ¥ed MQC & 77 1S

2.1 KREEMEE

LRI A W) S e e — A B AT 7R il 2
KL DNA 52 i) 5 5 5 % Gt 2 11 5 19 4 1 LA K
5 ¥y 4 2 S5 S SR BT, S I ZoR AR B 1S, LA
et VRO NEIH = A T o3 TR % N S 7 b BN ]
TR Y IR R AR A W AR A B 2 A y BT
A+ 1a (peroxisome proliferator—activated receptor -y
coactivator 1-alpha, PGC—1a) ., AMP 3 1k 2 1%
fif (AMP-activated protein kinase, AMPK) 4\ 5 i)
MR AR AN LR A 298 35 B 5 2 A0 OC 1 (sirtuin 1,
SIRT1) A3 19 2 S BEAL IS PCC— 1o, fli HLFL {1 52
Y ML A% N, 38 G AR BE R P P 1/2 (nuclear
respiratory factor 1/2, Nrf1/2) FIZ R AR 5 K 7 A
(mitochondrial transcription factor A, TFAM) {9 3
K, DM 9 A i R A R s A SE PR AL, DT I B
LARARAEY) KA . IR AR AR DI RE A% O 1
e, IR TR A I3 A7 L0 1 BIL ) R 1428 T 2% oty 48
] PR SR AR SR A TR R
2.1.1 ZAEREDLELIS PGC-la Lokl
Wy & Y R R IR 1o WFSE R Rk Bk Il )
PGC-la R IBFIEPE 2 B34 I . PGC-1a
AT GE R 2 T Ry RE BRI, S A o 14



CH ] SEMROR , 45 Lt L PR A 2 H O AR T o) 2R Y o BB SRR A 957

R E N 2(uncoupling protein 2, UCP2) FiE 4
ALY 1 Ak 1 2 (superoxide dismutase 2, SOD2) it &
IR FEAR ROS ZKF-, DT/ 480 A0 I 38 % o 28 T 4t
13, X $ 7 PGC—1oc T BE S il ik AL i — b S B B4 P
PEPEORAP R o W A IR R A A= ) e A 3 A
BEAT LERLIR F X SZ A0 SR A AT R, 33X b D[R] 4
PRI e PR A TER R S DI RE F sl 1, 2
DREEZORAATR S OGP eoh  HAESI R &
i 7 THD 0 B R o IS i /0N 5 240 A
20 B A L G AP A A Rl 40 L) g o, 5 O
FEFN A M 28748 M DXCIOR B0IEL IR 40 A LA | & ¢
BENE . LRI AR TR A5 Y T2 2L, Y Nk
KLURAE W) A 2o B i i BN T, DT /o R 4 i
TERANTS JE 8PS E T . &8 BTk  Zokifk ARk
A AGE T SN LR A R DL e e e 2 I AT
A0 ] S AR D SR A 28 90E
212 4rrlR kR Em R L FETERRLE
Yk A AE IS 1 B A 2 PR APV T, B R AT 4 g G
G S RIBRAE LR AR Y o TErP X Bl
FGH, PCC— 1o YHE ol 23K T LB 3R T iz A
5 Nrf 172 FUTFAM , 7 171 fie 32 2 (A A 4y 4 A A
INGARAE R . Guo S5 HFSE KBH, A1 KURF ™
237 FUBAN ] &, AMPK . PGC—1au Nif2 \TFAM
FUCP2 WY 8 1 FRB 7K T L G A Rk vh s ik
4 ZE/FHE 7 (middle cerebral artery occlusion/reoxy-
genation, MCAO/R) B AR BRUpR 2848 177 , 15 i vl 5
il 3 P AMPK/PGC— 1o 3 [ A1 HE 2 R 1AL )
A RoRERe A A5 e . 5IEE A2, o —
T & B SRR 235 Bl PGC~Ta Nrfl K
TFAM ) mRNA 5 8 1 £ kK-F, Bifg S#p 2o+
SOD & M F+ 55 PA M N 1% (malondialdehyde, MDA )
I RRAR, B BN T ATP Y B I AR R AR I e
fio P, R 5 G PGC-1a-NifI-TFAM {5
53 R T LR A ) AR T RE AR RO A 48 0T
AR
22 ZehifkEh A

AL = BE B A R A L 2% 2R B) ) 24
FERS A 2GR, S A R A A T A0 T
& ZORLIK J WE A ROS PP A Z R AE Y i BB A
SR LR Rl A3 B R] T T 4R R LR

LR NSNS G | E O S e i g Y S S Y AL NG Sy
SRR I SRR N S A B AN B S H
M RLAR TR TR S 5245 ) 2R AT 4E 45
MRS o GRLiARRl& i KA 3l J) 28 AR G Y
GTP & KA il & 2 1 1/2 (mitofusin 1/2, Mfn1/2)
FIAR A 28 25 44 75 11 1 (optic atrophy 1, Opal) /5,
Horp Mfn1 Fl Mfn2 £ SRR AR SME R il 5, Opal it
TEARKLIR N REG " . Opal AJ7EZRLIK N 4 1)
K T A KB A (L-0pal) FELIE K (S-
Opal)"™, HHr L-Opal [8 € fELRLAR Y I, S22k
AR Rl BT 0655 1), T S—Opal 3B T4k {4 5
IR, AR S LR A 7 2 GOk mLG 4 3 20
71 : 2 LML B8 (3 T AE S 2 8] 9 422 ik 63 ]
FEE N 422 12544 5 @02 S AE GTP K fiff filh &
Al GTE— s @2 NI R A B A . Lohiif s
H A2 T i o A 3 g 8 AR G HE H 1 (dynamin-
related protein 1, Drpl) /5, 8 54 2 2R (AR H)
FEE S, Drp 1 38 32 WA A 2 A A4 (2 i 43 284 Sy 5 A4
SR AR ML 270 AR A B T B S LR AR AR
B IE H SRR . Drpl 1Y 32 A 35 DU A~ 2ok 1A 2
A 4Ok 4> 24 5 11 1 (mitochondrial fission
protein 1, Fis1) | £k ki /A& 43 24 [H -F (mitochondrial
fission factor, Mff) | £k ki 1K 2 f1 2% & H
(mitochondrial dynamics protein, Mid)49 I Mid51
LA 20T 53 Ry 345K : O BT -3l 2 1
P 2 S WML SORL A . (TE P J5T IO T3 A 4 584 A% 7
SR Drp 1 B25E 55 SR AR I GTP K figp ik — 2D Wi i ok
i ;@3N )18 11 2 4 Drp 1 B IS 4 X 388 % 72 3[R
AL LR A 2

22.1 LEcHAFEIS MHULE , MEUERA T
L-Opal 7£ S1 {7 55 24 f# , L-Opal 5 Mfn2 ik IR
I, IRl B B 2 AL 1Y Drp1 340, S 3Rk il 5 sl 2>
FoR 28N %7840 5 1S i 2ok A i P e L
FTIF \ROS 7= A ik 22 D) R pi 28 0 N i 85 i 28235 DDA
RN BEFE RTINS B0 B Drpl 23 B
AR TG PR Bel-2 #H5¢ X & 1 (Bel-2-associat-
ed X, Bax) M 2R 1AL (i, #1015 | K G A 175 1
A F LT TIOR8 28 C AR BRI, e 2B
1 caspase—9 15 7 il T ECAI ML B T 0 AN
I, Skt B 5y 35 ROS 7= A 2 I8 U HEIE 36 .



958 HlR AR 2 (R A2 ) 546 %

FEMG B MRS , SRR ) 2 2% i i i 3
33 0K S 2 R AR 2 A IR 177 A4 K ROS, in & & 4k
N7 AR5 i A B S AR ROS M2 TG Drpl, i2F
ARG A S 24200 BeAbh M 5 R Rt 25 i 3R
ARSI 2 SR G b . 4
B AR 23 ZE A0 #1371 (mitochondrial division inhibitor
1, Mdivi-1)/E R Drpl B9 58 £ M40 0550, AN g%
53 N Drpl  Bax M AN (0 3 C B RIR"7Y, i8]
A T SR 1 A R AR R AR SR A, TR I
LI XA R . 28 L A Drpl (1)
AR b T TG DA BH 1 2okt it B 3 24, A B T
CIRI,
222 ARFHEEEAD AT LREBMES S
S804 Bl 25 - A X T R AR 1) S5 A T e A 2
YA s e R U TR R B 2, Lok 24
FHA ARG T RS bR, OF BT S
T I IR SRR N U A R A
BN BT 3 BE R R A B R TC 7 A R B 1)
LRRITIN 5, T B IR fh s D e 2ok ik
I WAk, Ty RE R I8 () 2R A HE TR AN i (. 2 C
AR T R T, B Al & AN A T R S N .
X — 5 B R, R T A B 0 I AR
Zhang 252 B, BLET PIAL BE T 22" /X AT AT R
LRI Drpl 25 3R 3K MR E T &b R
7, 2 T 0 A0 € 3 C R I , i 2 i 3 AR AR ki 45
RN I e P S e 1 O 0 N 5
I HL BT W AL E Opal (Mfnl J& Mfn2 [ 2
H -5 mRNA Fik /K, I T I Bax 85 H 3K 8006 T
YRR AL G ThRE , W2 MCAO/R KRR 22 )
RePifi. A SR R A P R &
JCHENE L MCAO/R K BRI 2 S0 I BB, o 7
A 2 OR3P L 5 R S 4 41N SIRT1, PGC—
la LA J Opal #9235, [A] B 300 Drpl () 2 35
DR TR i) A FH s [R10 f) T ZeR AAR  2od
JE 5324, T R SRR T eI 2 R bl 28 0 A7 1 H A1t
TARSA . ] U RT S i R ok iR
G E A RBIF T RNE RS, IKE ) T2
A
23 Rk BE

SRR B WA T 4R R Sl B gL

5 45 Pl o287 40 s D B G IR G AAR , 1T 43h
4 PR  OANR R LR AR 5, kR &
Az Al s ) [ R f 2 2ok Ak B A R A [
(O NS TR INEN A e VS § RN EAS
HIREAR o SRR B W LE £ A 2/ Oz R
M M 34 4%, BRI PTEN 5 S M 808G &5 11 1 (PTEN
induced putative kinase 1, PINK1)/TA 4 %% & &
(Parkin protein, Parkin) {5 518 1% . 7E 1E 5 ZRLIK
Hh, PINK T S B B8 21 R 4 o B 4 22 B, 4%
T 24 27 1A 5 L 57 A2 s, PINK 1 2R AR 4% Py i
)12 Z B, SO AR AN R W B LR
PINK 1 Z£EE 40 i i ' 1Y B3 12 25 3% 42 Parkin 48
RARZRIA , il & SRR iz 21k, p62 % H
Wi 52 AR R B2 Z A5 5 0 508 M O E H R EE 3
(microtubule—associated protein 1 light chain 3,
LC3) 456, 51 AR Z b ik, AL A
W WA IR AR R . QARZ R IR, Bel-
2/ 9% # E1B 19k Da A B /E F & 1 3 (Bel-2/
adenovirus E1B  19kDa-interacting protein 3,
BNIP3) . BNIP3 #£ & [ (BNIP3-like protein,
BNIP3L) Fl FUN14 %5 #4) 5 £33 {4 1 (FUN14 domain
containing 1, FUNDC1) %5 52 /R 8 14 7] 13 5 1L.C3
LRSI s KNS UN BRI ES R R NS
DR B Az e b A it B s 2 R4 VR R i
SRR W 2 1 K AN i AR AR R A O S
T

231 ZEKAEEIS LRk E LIS P oA
SRR T B BT R Ik AR i S YRR
I3 AL L ), £ B SR T 5 AR ROS J2
KA. ROS ISR AR FL A7, fih & PINK1 7E
ALK SN B &, 11155 Parkin Fl p62 % 4k 4
& [Rl A, A WEFR S LC3B  Beclinl & LAMP1 35
R I E TS SR A A i A S 1 A
BNIP3 F1 BNIP3L ) £ ik , fith & Beclin—1 M Bel-2/
Beclin—1 & &9+ B ok , i — 25 W sm 2 ki ik B
Wi, — 01 /0N BROAR 4 28 0 HT22 41 i 48— 341 2 it
Vs 0 g LT AIF 5T K IR« 2L 200 TR T g D D8 1% 7 30
i EE AMPK BERR Ak , 558 FUNDC1 f 2 ik 7K
LI HE LR W B A RRAR T ML oT R T
I R E AR AR R e s T A



CH ] SEMROR , 45 Lt L PR A 2 H O AR T o) 2R Y o BB SRR A 959

LRI B WEAE CIRL A R E R, Zha 55 R 3,
B 3N M A W OCHE SR 1 Beclin—1 F1 LC3B
Bk, RS L p62 1 3235, P [P0 T 2 B2 3
TH 2RI W, e 2 i 25 08/ MCA O B8 K LY
FEFE AR IF 3 mAE TG 6. DA L3RI KRG i R 42 46
LA 7 DL AR SRR R A R — A TR IR TT
e
232 ArRliAdEL AR A AR R E AR
FEUEHEZR I, FL T AT 38 2ok 412 13 B A 2R AR 1 W
0 o8 L e R ORI O 9 o A A R R
5T 7R, MCAO A5 15 4 A5 (1 P A 21 s B 1 A
N FUNDC1 3k Bl p62 LR K& LC3-11/1
FEAE T IRl SRR 5 L A3 5 p—mTORC 1 7K - &
AL, T AL UL B SRR ORI A A
B FIRERARESY ) — T oY R B
[ I MCAO/R K B LC3- [I 5 FUNDCI 197 1 7K
S, 3F E3H p-mTORCT M LC3- 1 YRk, X EK B
B AT BE3E LT 0 B LR A R DR CIRT™
HAF RS, O3 A BFSE A , F BT A 27 A
“Hh £ 7Rl [ 18 BNIP3  PINK1 , Parkin fit) 63X , i
SUR ey RN BN P ST R S F TR NI AR
B e 55 AT IE 9T Al R B, L& 41 B9 BNIP3L, p62.
LC3- 11/ 1 /K TS AL 5 2 W A 1 mT i i
PO BNIP3L [ W TH Ok s a2tk g . DL Bt
FEFR WL BT T A3 1S, (H R Zobr 4 [ Wil i i
I G ARG — XN LR R AR B —Fh
AER5 MRS 0 B AT AL, o B R FEAE LT
B e Bl oy /0 A 1) 5 S B T T 0 I 40 it 2k
R KR Y SE B0 S50
24 SZREEHERERRS

SRR S AL A IR AR SR A i g A A O
T, 38 1 B[R] 95 ROS AR 5 15 B i 5 R Abid
JEU T (NAD*/NADH . NADP*/NADPH ) “F-#i % 34 1%
LA R G, B IR SRR T BE IE #1817, 24
ROS 7KV & A i/ NI Sl e, NIRRT 4 Ak R ge n
SOD 4 e H Ik (glutathione , GSH) A4 Bt H ki &
Ak Wyt BE 5 AT RCH R ROS , AT 4E35 M P9 48 Ak 38 5
FaOAS L4 MR I H A A T 4% 3% B (electron
transport chain, ETC)IJ#E .
241 ZEKRBAZRASEIS KA ZH0In

7SN NS TR Y =R AR R e 0 BTN IS TR N
FEEHL A7 BB ETC B S e s, T Hh 3
T PREEVERT R AR A i T8 SR
AHE T (027), migTER 05— Ak & U A
B E AR o A A R R B B, E— 25 7 A s A
MOFEPE AR [ L, [ R B A R B O Al
LI B AR ASFR O LN B 1S FRFE R BT
AALRGE I 05T A AL BE I , ek R B BR A
N R OE=WE N E B =R AR N ]
S AR A . AR A B RS ROS ST
MRS & IR Bt Ak, 7= 4 MDA M 4-F2 3L T
WIS, T4 2R R IR DNA L 200 14 38 75 1k 5 e
FLE— b H 0 BT | S AR ) i R B A A i o
MR AR A, B AR A N RN 5 8 405 T R 1
SR USRS T A S H AR R, BT 3SRk
PRI T ARG 2T I B G I8, B 295006 Bel-2 K%
il caspase 55 P8 T-AH G5 S5 B . B, K ROS
K S48 T AR A S BB P G T e BRI AR W as 2
KL,
242 ARl ER B4 R LR AN AE B Y
SRR, TR SN ROS A FEER IR ifF 58 K 3L
FEL b A T e s i g 2 b SR A
SOD i1 , [F] i s i it A Ak ™ 1 MDA #FH, i
5 A R R ZE MCAO/R KR 2E 2
CICRERS o Zha 551052 F TR T 25 7 BH R B
BFRUI PN 7 KT AU = BAZE” CH AR
F R MCAO/R K Bl H GSH 7K - F1 SOD i 1
LK NADPH/NADP' L35, FfFEAIE MDA 7K. 7R 4
FE I SR | i i ROS 2 iy 46 R ETC gt
it , S 5 Mk e i > 5 HF X NADH i &l (2 A
1) 4t C AL (AW ) K ATP & B
(BEYV )G BRI, JRFAE ROSA- 31
g5 005, A5 0 7 o ) A %0 ] F A% s
AW 1 VAV G, NI ATP R EE . DL L
F 5 150 A T A A AT LA 90 S P Bl 336 1 LA o 5k
ROS ¥ B 10 i o7 2o 4804k ™ 9 5 FR, i R 1Y i
ETC Z & Pfe LAE bR RE A, = PrIF]
GRS Je i AR S5
25 FEETFRES

5 8 - (Ca> )VE M ARG 5 15 S M4 Th G 5E



960 HlR AR 2 (R A2 ) 546 %

AR, R B RS R PR A T AR A AR A E G
HE, EAFRE T, Ca e R A &
B IE )RR VE o ZORLUAR R P BT 90 3 4o 55 2% o
KBS RSN AR, VR AEF5 A N Ca?PAF . N
P02 40 N LAY Ca il A7 28, LT o JULRE — Wi iR
SRR Z BT P B R AR 7 Ca? 2 W 41 3T 9 2k
PTG RE I, X — i BEAAT RLB7 1k T B Ca*
WL 5 | R B AT T, B A R AR
KL EE T 1 Ca? REAEAE S CHE RO A5 5 2> TG 2
o SRR , AT i =R IR A P AN S AL B R AL 5 R
AT LB s Pk, 2ok i il R Ca> LA
DEAL RE 1™ A Bl 42 805 15 5 i %, 27 L A Ca
Fas e,
251 4#BTARESEIS Bulls kM AT
Uy 3 B fk R TAOR R AR R, T R Sk e N
FHe—D- K 4 & R 3% P& (N-methyl-D—-aspartate recep-
tor, NMDAR) Jf &4 LAY L s ] 45 45 38 1 (L-type
voltage gated calcium channels, L-VGCCs) B9 FF i
(], filh e K ik Ca™ A JLAMRIE NI 0 5 IR,
LKL S AL B TR 1 T R I 55 23 B AR ATP A6 114
PRSI VR G R 1 B R TR BE L DA
15 | 2 J5E 2540 A S b A S I v, s A B
i i (voltage—dependent anion channel, VDAC) Jf
o BT Ca® MR EETH i , 28 VDAC iz =KL
ETR] B, P52 LR A P JIEE 8 B0 1) % 32 4% (mitochon-
drial calcium uniporter, MCU) #E AFEF . LAh,
J5 O o7 985 BB P SR AR, R a2 T i A
AR — PR Joi 0 35 4 M 37 o 2454 S VDAC AT MCU 3
R PEALRAR . LRI N 2RI R 1Y Ca? ik
I K P2 S F A ETC, S B ROS 18 & 1
Az Rtk it 5 i ROS B4 BT I A b (AR 5
5T A 11 575 T SO (A0 378 1 2 AL AR 2 TR
RABA M AR CHTFE R 75, B cas-
pase WA FAEARHS M 40 i I8 T F2 2, T R MR
E7 R
252 AbRlFd AR (RIS, RIE I BN &
128 H 43 (connexin 43, Cx43) 415 19 24 38 18 T L
23 035 1 iR 20 1] A R, ey ah ik K2 B Ca il 38 K%
P BRSO e 245 S AL g T T
7N R FH R A 47 AT R HUBR T I MCAO/R A4 7

KRBTk 5<TaRLE”, nl 45 20 1 Cx43 9%
PR 0k, a2 30 T SR I, AT B S R AR
IS 2V N 5B 28 . Zhang 257 % PR, B B
JE " 427 A B MCAO/R KR 24 2812
B, AL PG BT RIS CA T XA A 2R 7
AN NMDAR2B 28 (1 23k , 177 B fIK 40 i N
Ca” 7K IR DA AE AL . b A, At 35 300 i) 46 e %
BIVE AL 5 L-VGCCs B WA )6 . #F 9% &
B LR ORI AT R MCAO/R K B H CAL
X L-VGCCs 1) FL 0 IR B, /D FCTF st [, DA T 41
1 22 41 PN AR 2, e 2 AR A S T REMR K .
B A ST 1S S5 85 8 28 ) R 4 o B 22 B A R IR 1
FH < 007 L T e J5 40 0 x4 3 R B e 2658 TR TY
Bl 1M DX A 28 20 D NMDAR 5 5% 38 A & B L-
VGCCs HL MR FE o 33 S FH e (7] BHLUBT T 45 44 i 1
P30 530 B P DR 0 2 A AR A L PN B R AR
BRI AR A RS

3 BELER

MQC J& 4k Hp 2 b R AR AS I AL . 2ok 1A
Ifg AR IS B AW IR s =, R RN
A A Wy O A T RIS LR Bl 2R O A |
e g AR BOK T T DL S . A ESE
T W G T LA L ) Xof 2 U 45 v UK
HLAEE v B i A58 475 v sk o 235 g ok A8 HA T 3
P, B A TR 1A ) B ) K B X T e R pl 2T A7
TG 2 OCH B, BT AR — R REA R 1S 1Y)
HIT O, HAEHALE S MQC & YIMI o6, LTk,
ARSCHBE T MQC 5 1S Z IRl I N ZEBE &, I 4
B AT e 22 i A R MQC L sk A i Bk L 52 45
A HE R HE R R A A ) R A T A R R A il Ry
SN RVES ¥ TR =N R =R AR € b I K R
AL (K1)

BT AR A LA R 2 g ©
H A6 MQC 8 # AL il i DA ARAT Ak T4 25 B Bt L #H
ARG EEIE T S A | R AR I RS 4 72 o
QLML Wy e e 5 AR 17 W05 DL SRR B
2 G2 [ 2 R A AR R A PR ML A
PRE X AT LURIRYT ISPALA M E Y ULl . i



CH ] SEMROR , 45 Lt L PR A 2 H O AR T o) 2R Y o BB SRR A 961

o° ,
o e’(\e Ca/C’Uoi
W
o fb\ © .\Q.?‘[‘ 60
&\ B ) S,
& | o e N\ B
(5\ ~ AG o 4 (%\
o/ & ey % Dt
g & — ¢ oo C‘% (]
S % ¥ oo
",

Drp1l Fis1 M

g p
e /ﬁsswon i \ NADPH!NADP‘,GSH,SODT
3| was ams oA

3 s LUy
% Opa1 ﬂ

[ [COVU PTG LS Parkin

Mfn1  Mfn2
|fusion

Mwm -/
FUNDET  grips

@ degradation ¢ 7%
— —

Mitophagy

AMPK: AMP-activated protein kinase; SIRTI: sirtuin 1; PGC—la: peroxisome proliferator—activated receptorycoactivator 1-alpha; Nrf—1/2:
nuclear respiratory factor 1/2; TFAM: mitochondrial transcription factor A; Drpl: dynamin—related protein 1; Fisl: mitochondrial fission protein 1; Mff:
mitochondrial fission factor; Mid49/51: mitochondrial dynamics protein of 49/51kDa; Opal: optic atrophy 1; Mfn1/2: mitofusin 1/2; Parkin: Parkin
protein; PINK1: PTEN induced putative kinase 1; BNIP3: Bel-2/adenovirus E1B 19 kDa-interacting protein 3; FUNDC1: FUN14 domain containing 1;
LC3: microtubule—associated protein 1 light chain 3; GSH: glutathione; SOD: superoxide dismutase; MDA: malondialdehyde; ROS: reactive oxygen
species; ETC: Electron Transport Chain; NMDAR: N-methyl-D-aspartate receptor; L-VGCCs: L-type voltage gated Calcium channels. This figure was
drawn by Figdraw.
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Fig.1 The protective effect of acupuncture on ischemic stroke by targeting mitochondrial quality control
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