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Research progress of mitochondrial dynamics in

cerebral ischemia/reperfusion injury
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Abstract: Cerebral ischemia/reperfusion injury occurs by complex mechanisms, with calcium overload and bursts
of ROS production leading to abnormal mitochondrial morphology and function. Mitochondrial dynamics (fusion,
fission) are critical for maintaining normal mitochondrial morphology and function, and the process is mainly
regulated by mitochondrial fusion and fission proteins. Mitochondrial fusion/fission imbalance is closely related to
the development of cerebral ischemia/reperfusion injury, and studies have shown that Ca’' overload and ROS
regulate mitochondrial fusion and fission by affecting mitochondrial kinetic proteins, which determine neuronal
survival. This paper presents a review of studies involving molecules related to mitochondrial dynamics and related
mechanisms in cerebral ischemia/reperfusion injury to provide new ideas for clinical mitigation of brain injury
diseases.
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{9 R A o 75 A UL R
B HRRTENN UR 0 R AR I
AT, SR T 2 0 SR B
P DR R R A R TR, R AR A 45
YEh. ROS AEMRIFT Y, R mLR A 7E4n
PO B 5 B R 4 40 O, BR 2 R B %
(A3 B, Ca™ B ROS MK 5 5 28 ¥t
BhA B FR R L, S AR RIS
B %, IR P DD RSB B A ROS B 42, M
5 B AR R, 5 4 31 4T 1 0 o 1 0,
BT L, Ca® A ROS 1% 55 25 it ) /) 2%
FEL RS0 46 [ W2 I UR o A ieaE . Bk, ]
I UR h R 3 3% 5 8 AL BT LI 4 B T
AT A T AR S S 3 A
FIMESE BB B0 R PR, 6T A B TRt
7N LA 2 7045 M RIS HA KT
1 Bk B F R A A

M6 /R 5197 52 6 22 R 4L LU — 2 A e
LR A £ B T 7 S L R 9,
5 R AR L P2 o D B /0 i A 55
SR A o B 44 LA B
B B AR, B LS VMR LA T
LR TR R T BN, JUS
FopE k. HE, BIACIEHERY, W UR 2T
FERER. ROS 3 B IR BN 44 ¥ B Bk it
T M NRMEIERRA . AR, S

PR SEABALE] s PR DR A EOGHE, R E S,
B 2 B0 AL X AT M R T E e, S BURAL AR K AR
BEfG . WEFRET, ik UR 5407 1) 46 50 B 3R 2 ik 41 21
(i BT ES MO, s, B SRR
ATP FE s b, G A IRk A 7 1 AN 0 Bl 1
%, MNP E TIRETHS . EEREME)S,
T ROS Bk, f4okifh)™ s 241, 4k - Biph
ST P RN TR TR A 5 R A
AT S 2R P 2RI ) e e A 2 il
TS5 AT e TR A, IR AR 5
R AR, TS BT AR R C RIS .
H R A N — MG O A0 B 5 T R L, &
PR 1 B A AN A0 0 B 52 457 B0 400 85 A 2 9 DA
Y FE A AR P T B, (R 2 R T R R A U 5 i
o, R RN BT 7E Ca’t B ERI ROS
PR 2 AR, GRS 3 A B S B T
RESI AT, EWE, AT A8 IE S iihn B0 i 2
HMIROS 4z, R AR5 15 A2 i TR A7 AL 24
BEH Ly, Horr, R AR AR S R LKL R 5] 7 5
e N EFEERTIA A
2 KR hFEREXRERINEE

BRI RS R Rl A R IR B B TR AR
a5 LR DA 2 2 PR T e AT R FL A AR
Vo 3K, XA AR S I R A PR O B KA B 7
(mitochondrial dynamics)!'. Z& ki Al #1524 5 22
TR R R R G B A A R RS (B D).
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2R I M En 1 FTM 2/ 528 R R A i A =

FIMIDA49/5 14 Drp 1 B2 4 3 2 i Ak A E A G 28 b A 4> 24,

BT Opal

LMK I BT LR . Fusion:

ETV G

LRI A HRRL S, AP ZORLAR R A& R — DRI MIE, Fisl
LERAR G Minl: ZRKIMARRR

HGEAL MMm2: LRAREEE2; Opal: MIMAZEHENL; Fission: LRAADZ: Drpl: BhAMIEEEL M LRk
ER T MiD49/51: 49/51kDaff &bzl 71548 Hs Fis: 32K T
Bl &riREhE Fnoy 3
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2.1 ZRAREER

GRAMAEEAFEQRERNAMAEEA L
(mitofusin 1, Mfnl). ZeRiAflE 25 2 (mitofusin 2,
Mfn2) DL EARMIE 2468 1 1 (optic atrophy 1, OPA1),
Mfnl/2 J& T 538 1% A0 GTP fg ik A, A1 T4
AR AN, st L E K X ) HR2 G538 5 ) — 4k
RLAR AN ) HR2 &5 5 3840 4 F R i Mifnl 5%
Mfn2 [&]J5 5k Mfnl/Mfn2 55 — 584k, 3 GTP i
LERIOK MR GTP, SRR, RAAERILR
RN R A U FEBLZ Mfnl B M2 (40,
2R b R A KT B2 PR, 24 Minl A1 Mfn2 ] B
FRZ B, ERAAREG TEAIHR, SRR N 4
M seaie sk, LRRThREAHE P, OPAL i1 T4k
Rk, )8 T GTP BEE (1, it N- i 5
gh R I E TR R IS B, B0 GTP &5 & 3
GTP F§ I fE 30 B 2 TR R Bt 1) OPAL TR K S
T Mfal A Z M2, g OPA1 AU 2 S 34
KA g4 e SRS, (LR A SN Bk, T
h 2 5 SRR P R 45 R IR R A e UYL TR,
OPAl 5 1 LRk NI AR A 2R AR IR F) 2 1
ANLERLAR [ BE EAR .
22 ZRESHRER

TEV LT, RSN R B 2
FE8) 11k E H 1 (dynamin-related protein 1, Drpl).
43 Z4KF 1 (fission 1, Fisl) FIZEi4Ak 43 24K (mito-
chondrial fission factor, Mff). Z&}i {4 43 24 i 3k £ fii
PR oy 5 FLTE R Ay 40 B, TE4H 53 2RI 40 g
PR P 2 i S 1) 38 i AN EE A TS R AR OR P 4
Drpl fF1E T 2. ZRRIAR 7 Em), MIFF, Fisl DA
Fo B RAR B A5 5 1 Mid49/51 7] LAYE J9 32 K% Drpl
SLEE B RIARAMNE, Drpl FELRIARSME b RET K
WEHEIRIR, BT GTP B4 Mk /K A GTP K 28 ki A
Or BRI A TR 1Y, Drpl 7F 2R b A A 5 3R 42
Han, LRRLR LB o SR AE R Btk , T 5 i Y
Ca” A - " th4h, Drpl i Al LLiE
iR 2R b S- WAL INZ RIS K
SO 2 kLA ) o Rk R, Ho DABERR o 3, W
Drpl 5 616 i 2 R IR GG, ZRhifh k2L,
I Drpl 25 637 7.5 656 {7 22 % B i iR 14 ] 4 Drpl
Rid, SMHIZRR 2L, (R kRS P Fis
fe PP AR R AN LN FHE I, Y
0 Mo B2 B A SRS 5 5, Fisl 3% Drpl @4
TELRRARAME, fRHEZe kiR sr2E ; Fisl 18 7] PAFH L
LRI R, AT A4 A B B AE IR B 1k, S EGE

U MITRE AR5 TIERAE, R PR
RTRIATRI R A, 51 Fis] SSRTR AR
BB,

3 ZRARENAIF S RN ER MR E I 5 RO R IR
IR

3.1 ZRBHNFE S8

Ca™ FER 2 i UR v 5 5 B ) 9 B 2 4 A8 1
FLHUEA < BRpy, A2 BERm, 20 A i)
Na'/H" 42 ¥ 38 8%, 4k 1 {2 3k Na'/Ca® &2 #e, i
Ca” HENMUF 2 P72 FER, BRbdit—0
IR Na'/H™ 35488, hnis Ca™ A 27 FIYLR 45
ATP 5245, MAFIRIL Ca®" BZBR, LA K P AL
% 1,4,5- =224k (IP3R) F1 Ryanodine 214 (RyR)
G Ca® AR P, 5l MBS . U A,
LR R B B s R A S Ca®t MR R HE N £ R A
FE 7 0 B T B, kA M B AR £ Ca®
A 5| AR R (18] 2).

i UR #5345 )5 Ca®" B T Sueh & 847 1) 2L A4 L
HIMAE . EAEENE, 5 E00 PR R
PRSI0, WO BT, £ 51 Drpl
35 BY. Liang 25 PRI, EMG UR B, Zhifk
5 B [ s B D R T ki Ca®t R E S 2k ik
SYEA IR, ERRLARE B ) I B A T 40T sk
5N VR B4 KRk Ca™ 3. EHGE
HRTIARIL : 75 R R VR B f5, Mk
A Ca® R Y FE R R A IR B E, 4k
& Drpl FikThE . M2 kb B, ix %2k
TR 725 A5 T B 2 5 6 /R 45345 o 20744 A0 i Jt
Ca” MM HE AT, Yo PV REL, RS
fd1 Y 2 WL Ak 45 5 ) i 02 R B 5 — b I ) )
Ru360, A DA 38 1 20 RE 41 8 40 Al S0 08 %0 35 /
A MRRARTES . DhRERa e RGeS /), &
BRI RA . FIREHL, AR A Ru360 1]
DABRAR A R B 455 vh i ik Ca™ W BE, Pl £ s ¢
5348 H Dipl. Fisl FIZORL A LE A K 1 [ 3R15,
M2 2 R R RLAR TR RS, IR S 4 T R 45
5 B9, X EERIF AT R I UR 45405 TP A iy Ca™ R,
SRR S/ R R ED HEL, $EoR Ca’ EN
Y HAS 55 T 058 A5 AT BB A T R A /
oy R A RIEFE M

PhAh, Ca® MGG / 38 AR B,
WER AL, Zekifk Ca® {55 8id Drpl [ B2 1k A
LRRRA T BRI 02, I ZeRifA Ca®' (1145
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HURT Rk b 2R b A 43 34 B8 Al T LAV S
i /R 1305 e (2R Ridk Ca™ B4R, &40 T Drpl
(LB RR LA LR Rk /) 2, 7 b4l Ca® 2k
DAY R AR 73 2, DT AR 47 K06 12 J2 452 UR 45
155 B, Wang %5 PV B, N UR $i45 5 4T A Ca®
R T O A TR B ER EE, 51 &2 Drpl Ser637 1) 2
b R He 2 RAR ) S r 5 Fisl 454, SERART)
. fEF ST AT R Bid Ca®t BT
LRy 2497 I Drpl Ser637 I Fisl 1k,
B e . s A, Drpl 4004 7 Mdivi-1 38 3
Drpl J& 5% A AL I 15 i TR 2800 4 Th # A0 40 1 iy
Ca™ {55, B XdstkfpR Ca™ #BE AN 41 R 3L,
TR R 2, R N- 3L -D- RAERES
o egs tEEEbE, MM RAR N UR 4545 . XKL
KR 2> 24 0] B ISR Rt Drpl ()57 RAERZ oh &k
A, AT RE AR Fisl B30, Sl VR #5455, I,
o R 845 vh R kiR 5 1 2 P 5 Ca® B E VI
5%, MIEW, 4% Ca® Bt bk fa G 4E r,

A TR Z ) BE
3.2 ZhifAE /1 5ROS

ROS 7EMi IR Jaid &4, 1F UR 45 it
KEER M. B MR, 4 ROS HIEE (W #E
NE A S L. NADPH S AL, 5 i A AL B AT — A
OB A S ) BT, T 4R F 7 A 30 T i
g, HEAY 1A AR & 5= 42 ROS 1) 3 2
SRYE U, IR FEE T G ROS R & A i 44 AF
2RE WP ) 22 5 R0 98 4 M 0TS 3 B ROS AR
W RN NADPH SA0ES 2 F30E S 20 4
g g 8 M, RS, d2m
ROS A AR HE T 2o b i PE L LI TG AT
SRS M E C FHMERE X R RS, SR SR 41D
Hl 7 PE BE, Rl ROS W %, HI ROS 5 T 1Y
ROS B ™, HAEr, M U/R # ROS A it &k 5 5L
Y BB I B ARMLH A TE 2. BFFE R I, i UR
T TR KR G %, KRR IR B R 4
T B2 AL T HE PR AT ROS 7742 4 i 154,

e e NHE

Cell membrane

Na'/K'-ATPase “ca?, ", NCX
A 2K °
3Na’ Yoo, .!-‘paz’y;',-, :

IR AT T

° °
Ca” overload

ERMURSGAG A, — 5T, ZBRAFW, 40 E /AR e s (NEH)SOS , 3T S0 40 /4T 22 4 3% (NCX) 38 4] 3z 5 DL R

BEE, SECRECI AN BJ7m, WNEMVLEEL, 4, 5-=BR%ZAIP3R)A RyanodineZ A& (RyR)BMCa™ AN, K EM
JRCa™ FEE . Py T I L 945 AT PG (SER CA)WR LI Ca™ G2 A LS Ca™ R 2R, 4000 Py sk 2 F0 465 1 T LA 3 o 28 A 5
512 8 A (MCU) SRR, 3R RCa™ B3, 5 SRR RIEIE M fL(mPTP) B Ca® LA L Al (5 3 C. Ca™' it
FAROSHIR R FLERRZ) Sy B R, IR 2R R T BERE AT RIROSII =42, 5l 4NA AW sl T2 . Na'/K'-ATPase:
EH/AH-ATPHE; NCX: /452 #ds; NHE: 9V/E8H8s: UR: SRMEREE; ER: WM, IP3R: JILEE14,5- =221k,
RYR: Ryanodine’2{%; SERCA: WM FEATPEg; ROS: VhtE%: Mitochondria: Zkifk; MCU: Zobifish fiin fid i H
Mfnl: ZBRifARlEHE AL Mm2: Rl &8 E2; Opal: MATEZEHEEH1; Drpl: 3 JJAHEE L Fission: ZRRifks)
#; mPTP: ZBRAARIEEVEFHFL; PINKL: PTENEFHIHETMEE1; Bax/Bak: Bel-24HCXE [/ Bel- 2Kl 571
E?2 ZhiirshhE 5 MRS EEFROSHIET
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fili UR #5344 J5, Mfn2 fl OPAL f il 5 82k
Fi Al R Ik, IR Drpl #8193 5 810 5 82k ki ik
2R, WEN SRR ALY AN
2 Rifh Drpl 321k B, SR RLIR S 2RIl &
KA, AT B KL ) BE RS A 45 MR 4k, B
FAMRAET: ¥, Drpl w5, ZeRifk ROS 7= 4 ik
A B0 [ R, g ] Mdivi-1 385 4041 ROS JH 3
ML ki fmEs, i UR 51 B teah,
41 Jf )57 1k R I DUSP6 ik 3R 18 B/NZ 2 A B mT )
il Drp1-S616 i JEBEIR 1k 5 R Rk > 24, fR4
il UR 4z 58403045 B2 fELRbi R mh A T, 2k
A 42 5 1% % B Omi/HtrA2 b 8 25 14 B I 2 1,
I 55 2 kL Ak s ¥ 2K 4 OPAL #H H.{E H, i it
OPA1 HK 1) L-OPA1 Wi Bl Ji 1) S-OPAL, fn# K
SR /R F5 4% J A A S8 Ak B a4 e Wi 9T R B
{91 ) L-OPA1 3 2 7K 38 8 3 568 51 A Ak o0 B 4R
B AN B H R S A B s PR, 3 niE
JEA / EAL TS B H A LU, DA BRI UR 5 5
it % ROS RN —BERIA R, RIER PR ER &,
IXUeghE TR, YERFZRLRB] J) 2 T 1 AT e A
IR J& ROS 52 ) A 87 s B 1) 4 22 e 4% 1 —
AN I
33 Zhidmih¥58K

R RIS [ R AE A4 PRI A i /R T R P 0
WA, LE BRI A B H et i 45345 2 R
TEH, deEm&nE ™, mams s S
H W AT R 4545 B 52 AR, A
FLIN A PINK 1/parkin /5[ H W B0S 766 UR 3245
Je A a ) BT BAR— RIS X A
RS LB B AN PR EVE R B OAE (R 2R R4 1 W7
Ao /R 45473 v f h fg A ML A1 475 A5 2 . Shen 25 1Y
WN, LR W o AR R BOR SR EH
1M Drpl A5 (1 28 K044 43 2498 A A 26 Rk 5 ek 1)
S A, ERRIAR Drpl [ HH L AE LR AR > AN £k
bk BV FE P i B EEAEH . Feng 25 P #f 5%
KB, i E SRR 3k T LU S Drpl BUREIELL, I
5| % Drpl. PINKI1 1 parkin %% fir 3| 28 b 4% DL IOE
LRI E W, AN UR #5145 . Zhang &5 ©Y K 3,
N BEZ AT ) PINK1., parkin A Drpl [7] 28 i 44
RS, T BRAR T 2R 43 R 41 IS8 43 (1) LC3-
I/LC3-1 [ EE 2R, 8% W6 AT £/ 47 i /R 453453
X5 AT BRI S R — 2 A0 AME S
ERK #1371 PD98059 w] i it 11| Drpl 2Rk J H 1
Bk, FHI 2RI A T B G M W, Rl O

DA KRR IR 453455 B 33 2 B 40 1) 28 4k 3 24 A
TMIRAR A BT UR 453455 A9

TE 28 04 R 6 5 W I R 7 T A — 2R
o filhn, Mfn2 il 38 hn B W R AT it E
Wi A 5 VA A R Rl A R G VR B AR, TR
M2 38 3o 10 1] e A PR T2 BSORT Ak 5 9 G A 1
AiE, NE T UR Hif. dhAh, iRk Mfn2 A
SSHUR GG M AR AR, R MMn2
F L A R RGN UR 454, Mfn2 1id 3R
ik A 38 I AMPK/Sirt3 {5 5 38 6, #1061 A Ak B
WS RIA F W, R 2R AR T B2
FHE A4 BEA G 1 (NRAAD) JEIT HH] Mfn2 A~ S 1)
2 B AR H g A K 7§ MAPK/ERK/CREB 15 5 i # {12
E i i B Y. BbAh, GHEE Q10 FIE B
F AL AT 0 2 B A R i Y s LB 5 1Y) Fis]
FFRIE M M2 RRIE, Wb B, JRE S
PR BT L, SESER 2Rk kA AT RE 2 E
WOE EWE R UR fifh . REFEGI, =00
W2 br AR 3 7 2 0] DASE R O 5 2k A 5 T R
4% o
34 ZREHNZESET

2R b R A 5 i IR 5497 R R T s R B E A
JVH TR, ZRRAR R Ak, SRR
LRI BNZ Z PR A4Sl o Dipl 42
LRRIAR Y R R AT 7, Kumar 25 © #iiA
T T UR Fi45 J5 28 Ridd 7y 2L AN A FIBY EL -
SEUBE 3035 JA 18] 11 23 384 Bh Tl o SRk B R VE R 2
BRI R, FEIX AN B A & LA B T (s
F caspase IR ; 1 2 A G IS L piiA R E
FEE AR E TSR B DA G . TEAR RS,
BRI B 2R AR Bl AR Rk s K PR S, MLEE
S| Eo R LN A B IRTES 7 AL NG SE NN R % RN
132G AR T, T B 2 T A Y
ﬁEt [68-69]0

FIHACNIE, 20U FER R T Drpl 31
o ZEAE G UR B3 405 7 (A F g2 mm B0 e dn, AR
K BR K B I 44 i 2800 %1 <5 / P RS2SR, Guo
2 2RI Drpl Rz FA4LHE, S2RiiAss &4,
SELRAR, AT, PYEYE Drpl $0 5]
A BRGEEEEE 1 (AKAPD) B, 5] #EZkiik
Drpl JERLIENN, /NERANE 2, RA& SR
oG H 2 Fik A 2 S5 A5 FE A AR i U, Drp 1 i 2Kk W 9
BRI RS SRR AT, parkin
IR Drpl (1) B g LR A7 /I BRp 22 BE4H B 98 48
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G T AR RIZE / BRI 2k gy 3
) miR-668 i 1T &Ik Drpl 8 A W R Ak /K ~F AT 5
NLPRP3 & 5 ¥ &, tiBZEIX P KR HEERE
caspase-3. Bax Fll Bel-2 & A 1) 22 1A Sk i /b #01 2 e
P U SREUIAR IR T 8 PPARY #sh 7 U 4|
Drpl [#43%, 87> Drpl(p-Drpl S616)H14H i 4 &
C BB, T IRHF 7L e B, kb 1
IR 5 4753% B )PP TR BRI 1T X e 45 SRR B,
i /R 453453 B ph 42 OR AR FH 5 40 BR A4 43 R AH 56
o E S LA T R EARERIE, 2
WFFEUESE, Mdivi-1 SR BEEE T4 7 necrostatin-1
M Drpl MAHBR T BIZRRIAR I 556, i Bel-2 %
5. T Bax A0 (3 C 3Rik, RN UR 545
HR R 2R Ak 4y 4 BV Mdivi-1 40 Drpl w1 DA
HlL OISR T S R A AR C B MR T
12 M caspase-3 [IBGE, /b & 75N UR 3245 16
MEACARARI S 2 ThRE B AR . phah, SAmE %
i Drpl F1 p-Drp1(Ser637) K131k LA & Drpl 5 Fisl
FR) &5 M 2R b R 4 24 B IURE S 1k B R I8 -1 3
FikE L INK-MFF & A2 0 i) MEFBEER 1k, AT 410
il e b A B 4324, 9SS TR i 51 i i #H 4 o ok
T2, FEZRRL RS 5T, AR S 2K A & i 0
Mst1-Hippo & 2 ¥0E Mfn2 MHOCHIRl &, & 4ERF
28 0 R Th 8 R PR S B Ah,
i UR 5445 55 OPAL HHSE LR AR Rl & Bl a5 DA 2 B4,
B BB 2 4 78 3 3 0 Yap-Hippo i #5358 T OPAL
FH 5 R 200 R b B, 5 2 PR ARG i T 9 3 o2 38 Y
Lai 2 B B FAESE, L-OPAT [y B 2 38 ik 1 o
Bel-2 A/ Bax 11 caspase-3 FJ ¥ ik 522 401 22 TG
T2, BERERARTEAMIIEE, 02k A1) D fg
BRI, REFERIASEEENE, OPAL-vISI AL
VRN /R SXof 2 7 A AR AR 425 W R SR A B i
miR-326-5p 5 N {5 55 AL UG R 1 3 (STAT3)
Al B Mfn2 R IE R P E T T, R
DR 5457 ™, K, DR 545 140 & fra 1 H 5 2okt
15 775 PR T HAT BTG, A EBONA
HIVEITHE AT o

4 MRRE

LRI EN g 2 X SR AR 5T A% ) A 2o A A 2
UEFF B OCHEE, WECARLRS) I8 KB B
PL, SEB ERURIRR R/ BEEAMRER R
FIBCE FIZhREAR A S A EE 4« THRER AL AIAH R,
LA /R IAIT I 0 T HERR . 0 UR 45495 J5 R A= 1 Ca™

L& ROS i & AT 51 R H / B a HEE
RAGULSGE LS, SHERARFAS R, FEX
SAGEHAR 3E HT  BE R, Pl eI [ S B 40
H R AR TRy, 3 e T i 4 O TS . R
W FE AR AR Bl g 95 B AR AL 5 0 UR PR 3R Bk &R
TORYERFERLARRL G / 0 P BIRIRIT N, KRS
RN VR B 6T BORF A BI R S
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