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FAAUR SEAARPT B0 XA B R A A e T R R0y 5 R E Tl A 26 R e FEREKX
R Ao iR ARAE . B KT — AP B AR AN Z AT F A, RENE O FF 0 e 5T
BB R B ISHBES P ARG EH A, B, 53 FHREAGREATIARS BEELAES
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e, BB )G AT 2 T AR

KR bR F T ES TN ERE MRRANERE LT

i 1l P B 25 1 (ischemic stroke, 1S) 24 /& fi 25 Hp
[0 879% , 2 4 BR B oS A BB F e (0 o 2 — 1,
Wt 25 4 2 1 Rk JE TS R T LR 5 i A1 I 20
HORRAE IR E L B IAER A, 1S KK 5 30 d AL
R 16%~32% , "™ HEL I AN FE M LG BURE . 1S

SEHL 5 SR AR B LR D REREAG . A
FE B AELRIRIE B T UG 1S 5 i 28 A i PR AL
PIIR iz sh i i6 1S SR LB e 56t

1 #HEB4 SNk

S A A AR E T BT AR IRYT (niz shyy
% AR RAE) o IS5 K B 45 T i BE A A K 52
B 5 o X A 22 R B¢ (central nervous system, CNS)
MEICHE S VIRIC . 12 3T HILL CNS nf 381k
S BER 108 a2 45T DX ] FRLAH O X 28 T8 9 A
KEE, Wk ab 1 PR A A P R i 22 1 20 i
(neural stem cells, NSCs) , {2 7 5 fish 2 25 Fgh 53 #5942

IS J2 py A4 - B i S 00 4 e A B ZE 5 |
8, 5715 114 i 2 Uil i fhe S R A L 2R Bl
JC WM& I 7 (adenosine triphosphate, ATP) f= Az 48
A HET G| R — RN S 2R ) s B A BRAR A 2 —Fh
[ R IR SN E Y TSR 1 ¥i7 3 (1W-2 S L 1 )
T AL/ FE T A AR A /i 5 R A AR
25 ¢ J5T 1 BE /IR T B 3 A L AR i e i
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O DX 28 20 O 58 P 1 B e 2 A T
TR LI RE B I ARAS N . e Ah A DTSR
S A28 T AT 5 1) i D) i ) e T R o M L 1S
J i B S P RERE A S 2 A B R DR
2 iEzh TSGR A EE

BET A NZE 2 iEE 2R XIS &
FEMG PR3 HT, 5 N BREE 5 A 28 AR AR DG I 2
MK EFMERE, 25 PR 2 A PR Y
W HHEBYTRCR S T U 2 ] R R A
HEP KR

HHrsh Y Sc i R iz sh R E T A F %
A A5 9 ) P Iz BT R R R R BRI 2 | S i
FRalill 25 B & AL OB I 2555
2.1 swiVEis sy ik

58 il P A2 BT i 2 DL CNS ] 98 K i T g E
ZH B Ry FE A A B R AR R A BOR . R YT H AN
T 38 2o R g ) PR AR 32 2y, el A v i 1S 2k
B O 2 TR S A A5 I TR, I 0 B
Serp b T R A R A SR ], LUHE B T g
WRIZDise™"
2.2 U R BRI

o R TR 1] 5 2 45 e i T) A X 5 5 48 Bl
SRR K 18 S AR ZE & 1) — Mz s 5 X iz sl
[6]— 5 <30 min, Hiz g 2R ARG A R AT
i H bR py s 2 AT IR 2, BB A% LI /D 1 I ] 4 A8
| iz gl KA, AR RO I R e s Bl
ZHE,
2.3 AR RS IR

T A5 0 S R S I R 8] — =30 min, 12 310
H LG S B AT AUk A4S . rh AR B RSl
2 T BJ RS B A I Y A A 1B Bl IR YT
WGz — L H AT T I 2 118 2 SR
2.4 HEHRIEIZ

5 R0 B I 25 AT DA Ao %z 3 2 8 (]
HEE L BRI AE ) A5 ] o b i A I 250 58 e
WA 296 W) 035 B e BT, I 0] AU/ 52 56 45 4R
HESE o

FIHEAT RSN ZRxs T IR A IR O 22 e B
B ARG ] 2 —MER TR R, PR
B, I A b 5 6 h #4752 sl 2k n] R 2 B A i 1
[ Bax Fll Caspase—3 3Rk , 5 2 0 40 M I 124K
R AR AL PY TG P 4 (reactive oxygen species,
ROS) FIFLER /Y 7= A1 A G il ift, 40 &% A6 J5 24 h

376

P EEAT R AT RE LA T Y (EIK AR P S 24~72 h
N AT 3 10T 3k G A A T I RE R S A T
RS, 2 AR BB IR e Ah  BIFSE
B, AR5 B8 i r o JRE )32 328 By ] R RN 7 A o 22
PRAPE I, T3 5 B8 14 7 2532 8] RE 2 X BILAAR ™ A
FURFZ I o A RIS, I BRI & A IS AR
12 B 75 2035 R PR 23 (8] 1212 B 77 g B 5 figh m 98 8
2575 T EL AT B OB, T e i B s Sl AR BE A
XA R AE I B, PR R [R5z 37
IEIRYT ISIE, IR A2 sl i 7 2 5 2L 5 ] R 2
HEAL G AL, 4K R T I 8] %7 Az 2l 5 JEE 1
A, LLRESE /0 A% a2 SR T AN .

3 EBEIHTFHNHEEEREEER

3.1 sdh T hinf BEsRbii e )y, R AR

i i 228 0 1 e B A 25 BB T AR 55, (AR i 2
BEASORE W, AR 25 5 52 3 ik ke o 0 ke S B ) 5
Mt o S I P 28 0 B BB T B ) R R A R T
PAE S Y OB A IR 2R, e B I 1 S
G557, R =R ATP 25 . X S8 (5 5 nl 7% /)N
Ji 5t A A, A fil HTE A 2 A SE X, IR B ROS (R
P NO FIIE 28 20 g PR 555 S8 RE A 5T, St e 52 il
LR ) OGN ERT R RN 7 CE V] ) W ¥ |
YINZRBEAE 38 3 O DU T35 1 3 i A A A3 i DA
AR 8 T3 [ P 2 AT . CAO SR
R, M ALINZR] L i /-5 cAMP/PKA {5 51
P& IS J5 #R 22 JT I T, B v P 2R A M AR R
WANG 552 SR 1L A7 B A0 Lz 2l AT 25 1 hiosh
IH & 45 #4325 1 72 (heat shock protein 72, HSP72) fY
P20 E 43 F, I R AT Jo 21 2 1 1 2 1 B 42 240
%)% J3E % R T ¢ Jo 240 R P T2 25 B P el 2 i 2 v
KRB ZITIHT .

ki S5t 1l P S ROS A9 3 1 7 A 2 i A s
A8 Ak SRR A D P B 45 ) EE SR . ROS ANAY
AL Aok 20 A5 3 M s e SR A A A T
| e SR A T B R A RN W 34 2 5 ) I AET 5K T
M/ NARE A DA K PN Bz A 3 325 1 | e 24 B 20T
Dy Re A >2 , da 2 T 1 AT 38 2o B 1K 28 21 ROS
Fr AR R YRR b A AL R A L TR
M TE> st n] DLE o > i 4141 ROS & i & Cas-
pase—3 £ [ I8 5, 877 Bel-2/Bax FLIE, ] 9
JBT IO, 0 G A 45207 Ak 3B T LIRS fin
N KRS NO G i 3k i, 300 1] S0P 0 BORD 9 E 2
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IR I e 9/ I A R T SR A | 3
BEST AN, Ca® Ml Na" KNI, B4 A PR &
IR (glutamic acid, Glu) FlZ I FR KB BT, TP 2%
PEREVE™ . Gludh T 124y PERE P2 T B I 1
ZIUAET W R . Glu 541 AR kAR ZS & &
ik BE O AR A A B A Glu 324k \N-F1 JE-D-K
KB IRZ AR - I -3- 2 k-5 T B —4- 57
I PR iR 7 A (ae—amino—3—hydroxy—5-methyl-4—isoxa-
zole—propionicacid receptor, AMPAR ) , Jf-ifl i .55
WA AR, g 2P MRS RR S P W — G 2
{27 2BV e R a0 | P /g v B A VRIS
PEZETT A 3 M 22 Te4 0 . SAKAKIMARVBIESY
R 15 B A BT s I N Glu AUBHE A 2
iz 52 155 5 WAL (mGluRS) 4 2 1R 37 14 2B Bt 14
(N-Methyl-d-Asprtate receptor-2B,NR2B) )1 i 5%
5, A Glu XAy B4, & S LR PR BE ), il
AT o Bl AR v B SR R S BT R 4R ]
M JESE 12 B0 K2 )2 T Glu s2 AR 3K, 3R 5 A4
WL N S R S i B R Sl AT YA S LUO
SRR I v R P TR) BN 5 T S R 4 i 2 41
PN 2 Y £ il D BT R A S RS2 AR 2 A AR (N~
Methyl—-d—Asprtate receptor 2A,NR2A) NR2B A5k,
JH5 Glu A& 38, I/ D PR T 4 ML B . HU 5890k
B, AR5 s BT i P R s Bl R
GluR2 (Y REME Z filh iy Bk L B2 AMPAR (93535, /v
Sl iy 2F BR O fih A5 38, E A2 P 1S )5 iz 3 D RE Y
3.2 s T-Hi e i/l

2 AR 22 0 ) A 228 2 B 5 A A R I i
PG AR AR LTFIR o 58 4 A4 2 I sk 1l )5
PP AR Y E R, R 2R ] B MR AR AL A AR
o MR 28 2 - (brain derived neurotrophic
factor, BDNF) 5 Wi B A~ iy i 2 R A 220 A 7
IRk, VR AE T T O i 2 5 O M A 3 IR
LTI A A S DI RE , S CNS 2 fish P 993 ) o B
FRANST 2 i 2 2R e PR T R AR AR, 4
Jisi (e G2 353405 021 i ) BDNF 235 T 5 , 3 A LAk
R A | S P 28T 5 L SE 2k NSCs 3 A6 Il
ERUHTEDY S A TR S LS 1A 5 A
—%E LAY BDNF, HAT [l A BDNF & i 21Kk — %€ |4
{H, B0 R A BES RS . ZHANG S50 58 3E
52, iz )] LI BDNF #2858 fil £ (synaptophysin,
SYN) 2 fifh Ji5 %5 2 K 1195 AR R R 35 L 2
PEGI L5 R S fih A A= . ABBASIAN S5V IFFE &

IR, e 5 (] I T T A AR A AR 1 B
1% Z Ky S T - 1a (peroxisome proliferator—
activated receptor 7y coactivator—1la, PGC-1a)/4F%EHE
H I B 2543860 5% 85 H 5 (fibronectin type Il domain—
containing protein 5, FNDC5)/BDNF {55 5 i % , I
PN 21 ZUN PGC—1a , FNDCS | M 34 2 M K A2 1A o %
BDNF {3235 , B9 A 5 BOR B, -39 s fif 22 8 28
CHENG 55" fF 93 & I, 5 2 o i RV 0K 632 3
AR 3% b A BDNF i R 1 1% 20 IR Vil B 7 19 1R 1L
T &R I (p—serine—threonine kinase, p—Akt)
AR a8 5, B iz 2 s ki r , TR E LR R i
AL AW L, M2 LIS B R A 45 52
B R 2T A KBk A 245 , 5 e A LA
ML 52 X Wnt/B—catenin {5 %5 38 i & [ & BDNF F1
BEBEARIME R R IA A

Jiki gk i 2 A i 2 A A G ER 1 —43 (growth—
associated protein—43, GAP-43) 3% ik & 19 3 2 Fr &
B FA X 5 fih Dy il A Ak dr Sk RS IOR 5
BRI S HUARTE IE R RS , ER 43 i 20 21
GAP-43 b TR K - B R A o 7 24 ol 5k 1 & 2
I, 235 4 k1l o 2H 25 il GAP-43 K3k, 2 5%
ALYk 2F S fb A A 2 AR R . LA
WEFE K B, 5% B2 F ) B2 3l Jr 28 24 0T 5 A 45
GAP-43 K415 F A F—1a(hypoxia inducible factor—
la, HIF-1a) \BDNF S5 M SCH AU R I8 &, 155
fill o] B PE . PAN SEUORESY R I, AN BRI FO 5K
ORI AT A I 3 B GAP-43 SYN Il A
AHOCHE -2 1Y 238 i, 4R 47 52 il B Tl 465 4 1Y) o o
Ve, BB o 24T B o as sl Grad ik b B kT
X GAP-43 FlI SYN Kz fiii 2H £ v HSP70 il Py Ji 9 i (K]
Rk Al 1S J5 R Blis Sl D REIR AL 7

TP M Jo 400 R A 5 CNS b 7 B 88 R AL
S 5 R R () s B A BRI RES L Bk & AR )
i 28 2 e LT 5 S5 A4 L 0% 3 3 o A 2 R T
AR 2 O AP ) o S AR 5 el i 28 20 A R
BT A R R il AR i B il Sk
AL L AR S 5 5 STAT3/GPC6 {5l i, 3%
1% 0 2H 2N LT Jie Joe 24 L 2 78 Ry b 28 O A R Y L 38
S (2 5 Ml 3 7H , M 2 s B DRy H A
i b 33z Bl A] 3 0 B Y B 44 S Hh BDNF  HIF-1a
FP2XT Z AR 23K 5, T 3 SR HLAR AP0 0/ T3
PESYS OTSUKA &5 F5 & 3, 1 ke 1L 7315 1432 2 750
ALEI 5 nT i L HIF-1a fl 14-3-3y £k, 5 S
BRI BT 4 AR 2204 T 1Y IR BR ML 52 . JTANG
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SEVRR S IR, B B T A O A I I I 4
WA, , D2 A8 P il e 1S 3 S K BB 0 1)
TH BRANBE RS AR
3.3 g TRl PR AR e ok R R

NG A58 1t 3 % A4 o e PR 2R O B e
PRI BB 7 —HE R A FE 2 A K
N7 A BB IR 5 o P2 98 AR KA & 1 -A
(neurite outgrowth inhibitor—A , Nogo—A ) F B A7 7E T
CNS b, S A O 2 A= A il PR 7110 32 2R I
TEAEFE LT , A 2870 A Nogo—A FRIKFEAR , 17
G 5k 11 2 A I 2 ORI 8, IR T LR e A4
FrEP . M H 5 Nogo Z & 1(Nogo receptor, NgR1)
S54SR RhoA/ROCK %5 {5538 %, IRk
RARZERY R IRE e R T 7 A, S 3 KA
Balbe A se AR RUSR IR iz 2T T
E AR AL 2P NgR mRNA 132357, 4 F5 i 48
AR E . SHAHIDI ZE5 o5 ik | 12 3)
AL AT 8 1 28 23 v b 28 A 4K 71 45 R F Nogo—-A
NgR FIROCK #1335, fEaE o & 2 . WANG 45
WEFE & B, BT I 5z Sl I 2 mT Y S e R i 4 21
Nogo—A FKik , HLIH N TE 19 28 5 A= KA 1, il Bk
FRAAR NG fil

Rk 52 5B A58 45 3557 1) P 28 15 S5 248 PR s
4,26 A R TR T Joi 4 AR At 4 i S AR Sy 30 1Y
BB, T R 2 B PR o X ANEAEZS (] | R
il 5 LR R AT, 10 23 AAE 20 B ARG R 1 IE
TP AP B o > P A A 5 3 30 ol 28 K B R R B B
B, 23 T8 BUE TR AN B o B, T 1 A i AR AR
WAL, FE A3 WA %) 2 SROME [ AN R B 3R A 1 SR
(chondroitin sulfate proteoglycans, CSPGs ) Fl i iR £
JoT 2R B 1 SROME A D Mk g ot DX M R 2 o i o A
KAHE P2 S GEAR S H RS WK 4 B s 3l
AT Sk 2 A R P A e a5 | RS g R O S5 4
T AL, H b 28 B B A LA R H Al 98 R AH G PR - 1Y
FIL' ) WIERSMA 5 VRS & 3, 18 3 1 i nl 43
fif 202 T HERLY CSPGs , 38 56 Ji2 Jo A B SR 1) 25 4 ]
IAPE s DI RE A P MU RRCR
3.4 g TRl fE N IR PE phas T-4n i b5

NSCs S EEA K EF R, BA s eh 2
ol 2 B3 3R (CAnRf 280 L B2 O I o 400 i A /0> % i It
AR B RE ST, HIGFE TR RN 534 4 S0 A ke 1L
YR SRR SCHEAE T It I & A= B ik & LA
H B DR AL Bos 2 A0 AL T AR 1 N IR
PENSCs [l B 1l 2R o34k, A R, 2
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5B Z G IRE

{EZ , NTRPENSCs A R FHERY B S B R A 5E
g3 HATET Y, PR A 3 65 A R i 28 00 KR 2 8E )
REAR LA ZBIAE T 1, BN D i 40 g il D3
GRIM T g, BEE R BT, N TP NSCs 7] B
ki 2823 i) Z2 B D - 3800 L £ 4% BDNF Ll & AR K
+ M P B2 K A F (vascular endothelial growth
factor, VEGF) . JiE & Z &£ 2 K A F -1 (insulin—like
growth factor—1,1GF-1)%5®  KIM %5 iR #
RGN, T 1% B B B A K R - rh s R
NSCs Zi B R 4f, I ELma o7 A K R 118 e J3 Aef 8 17 44
FE 534k . AP HLAZ Bl RE 8 38 1 A F caveolin—1/
VEGF {5 5 1% 5 , 3 I i 1 4 [X. BrdU/NeuN BH P44
MR B, fie 2 52 X 2 T X NSCs i3 8 5%
Ak, AR SE B il 252 DX 1A A= ks is sl
T AT AE JE) R X ) TG F—1/ Akt {5530 8%, 48 it i
FEFE S ] DX 38T i 246 70 R A 22 AH 40 BB a2 i
FEHETE R
3.5 isdh TRl ek i A ALk, RS i A T
eRENE

R A BT S B B T RS T M4
FRAE 5 A AR L [ B S AR TR R, JF R 1 il 8 A
IAERR A 5 rh 1 SR T o it i 2B il
L4878 R B 3 2 P AP ik 2848 52 s iy ) S A
Tz, AT AZ A DX g e A SR A
51, Al 2 A A AR AE A SR i R O B,
AL P28 T BRI T 0 B 2R A IS i
& (blood brain barrier, BBB) J2& 8% K i CNS F2 2 1Y
SASFREE , 2 5 A R Rl 28 T8 K B NS fir
G2, BBB W SEEE AR IS I Bl , R T 5
I A5 1) 9 B A B 2R, S 5040 i 5 30 s MR 3 L 4% b
YA Y M A% 20 Bl i A A8 0l A A K
WP A A JE A 1G n'* . ZHAT A FENG'® F 5%
RIS PR B BT 1 BE A% 1 5 A R /7
P 5 B I A AR BRI 282 R A, 4 FF BBB B3R 1, K&
FER 2R ENT

KR4 JE A B (matrix metalloproteinase, MMP)
Al B2 MR BBB 1Y OCHE 3R o ik Il /= , #2800
I T 5T AT L /0N 5 240 L LA B PN B 4 e T e
A= MMP, R figp B 50 2 2688 1 I 2 4 5 4 B 21 3%
H I, BRI BRI T o 4 A g A DA B 440 22 1] 1) e
e, %) BBB G AN AT 3 MMP A 1 fil ik
P A5 A5 v B B, O AR 24~48 hoik B3 )
W 330 P o 5 1 s i n 4k P S O g DR O i e
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I 32 3 ] 310 ] MMP-9 A4 3075 , B 1k 18 1 i ke i
T BRI S R, o R ) R R L
ZHANG %558 & B, iz 2h o] DL 3 o $10 ii) MMP-9
i ik, L JE MMP 208U, 240E ik Sk 1l /5 BBB
LIy BE AL RS 114 52 1

VEGF 2 Jl 8 4 Az il i) 32 2035 R, A
AV G i A DX A 25 i 76 0 R4 GO i 5 A i T
SRPERGR P P A B T RE ™. 4 VEGF 5 Az K
VEGFR1 5 VEGFR2 7E L5 N Bz 40 it & 11 45 5 1
AL I A R ) 22 T T i ik A
AU VEGF 283k B AR 23 5% 1045 A2 mi ™ A= T )8 45 4
FHT . HEIR 32 B U1 kmT L A A Bk S A6 )
18 3 {2 J2 Tl AR UM DGR L VEGFR2 A/ M AT
AR R 32 0k B 63k, R HE A & A, st A 4 2
MG, £ 4z sh i85 T PGC—1a B HIF-
Lo 9 7 57 0% PR 1% 0 VEGF Fil VEGFR2 /K F |, ik 35
M % T WFoE kB, B A0 MLz 8l n] 3 ok 0 4
caveolin—1/VEGFi# i .7 [ 1# BDNF .SYN-1 488 [
FEIR O Gt L 5 XA 2 NG fIE AR, L2
BIN, Lyd0F S8 hy ik T IR Y VEGE (HIF-1a
FFIH-1 3k , 2590 T 00 Gl i 5 #i 28 % A A 4
A

148 A A & (angiopoietin, ANG ) J& ML 45 A B A9
TS50, 2 HAR A A R Y ) (L 5G VEGF)
YEF T 26535 09 1 ; ANG 5 VEGF 22 8] it % VI Bk &
FEHT 0L A PR G EEE R . HAFEZ 467 5%
KB, iz 3 WAL PR A B i VEGE FT ANG mRNA f#9
FEIR NGRS 2 B RN SE R vk v /D Bl il 5 | 1)
N B — 35 J - AL T ¢ Joi A4 e 1 R e 25 # 072E o PTAN-
TASES LRI, 38 8] i T i PESCRIA T VEGE
VEGFR2 Fil ANG-2 FRik 7K -, FF FE AR ML o 58 14 [
T CD45 I TNF-o [ 238 , i ol 28 i A B o I
PR ZE TIE 52, I 50 1L 117 328 2 )11 25 B A 1L s 14 o dge 1f,
Je TR iR 25 R XA Y R ANG ik, 9 & A Ah
ANG &7 7] DAk % X A7 42 NSCs B %, 2
HEAN G AR

N 57 5 41 Bl (endothelial progenitor cells, EPCs)
A R 058 A B B 5 () S A B, R L) 0 e S de
1% 3h 2N e XI55 468 P B 4R, IF AT e e ik
R A S () W R K IR S B AR R B
i 76 v L Y ANG 1 EPCs 7K - 78 BE 16 97 1 1]
M, 25 mMaB 2R, RIS EIRIF S .
MA S5 58 K B0, 4 J8) 5 AR 1 i st 2 38
T EPC-EX Ml miR-126 ik , H-i 3 # 7] SPRED1/

VEGF il i 575 EPC-EX X EC B% 5 EH . WANG
ZESIE S K B, 32 Bl n] B i 40 LRI 3  EPC—
EX Fl miR—126 7K -, I 2 55 N2a i i (4 15 14 , Pk 2
A RKE,
4 N B

2R AR IR R I o B AR B AR R
BRI PR 307 I I 4 9 1) T 2 —
AWEFETEAN BB T o sl T P ik il s 2
A WBLERIAIE ST TESE 1 is 37 vk ] AR o0k
AR N MR BRI 5 S M 2 A T i A 22
JC W 28 FIE 52 Z 4 I el 22 D RE . (B LI vb R 1
THUR BN S 2% , 1 oK 58 4= B W, AT e R A i R
TG B S B I 5 2 b 8RN 58 3 Z AT 5T B9 25 A
ANRZAL o FERIE BT B3R 57 I, AN
R4, BB AR A v O AR DA KR S8 RE TR T 18] Y T T
FHEAE B DR B G T7 OAT RvE . TRIRYT 7 381k
PRI, al 25 JE R A Mg 21707, Je o R A%
LA 1>27 IR ST RN, LA K BR M 3 £ 1Y
Ty RE -4 =y, B e 3 FRA S fE ), R K A
o,
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ABSTRACT Ischemic stroke (IS) is characterized by high incidence, high disability rate and high mortality. It is a challenge in the
prevention and treatment of cerebrovascular diseases, and it is also a major global health concern. Following the IS, in order to
cope with the loss of input from neurons in the infarction area induced by ischemia and hypoxia stimulation, the body will spontane-
ously start the self-repair mechanism and reorganize the neuronal functional connections and neural pathways in the brain. However,
the complete recovery of neurological function is far from enough when relying on the self-repair and functional reconstruction of
the body alone, and it is still necessary to maximize and strengthen this ability through effective clinical treatment. Therefore, it is
still the core issue and primary research direction to explore a treatment method that can effectively promote neuronal remodeling
and regeneration, and improve neuronal injury-induced dysfunction for the prevention and treatment of IS. At present, exercise inter-
vention, as a rehabilitation treatment technique with high clinical feasibility and high patient acceptance, has been included in the
rehabilitation treatment plan for a variety of diseases, and is a complementary and alternative therapy for the effective prevention
and treatment of cerebrovascular diseases. This study reviewed the regulatory mechanism of exercise intervention on nerve regenera-
tion after IS, in order to provide a theoretical basis for the prevention and treatment of IS through exercise intervention. Based on
the plasticity of the central nervous system, exercise intervention can play a neuroprotective role in the brain through multi-levels,
multi-pathways and multi-targets, such as regulating synaptic budding, connection and transmission efficiency, improving the func-
tional connection between regenerative axons and target cells, promoting angiogenesis and protecting the integrity of neurovascular
units, regulating related inhibitory nerve regeneration factors, and inducing the expression of various nerve growth factors related to
nerve regeneration and promoting the proliferation of neural stem cells, so as to participate in the regulation of central nervous rege-
neration environment, and improve the damaged nerve function after ischemia.
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