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B e A BRI (S FH A, (0 5 AR R TE vk W A e 2R
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REMRAE . PUE Taub $2 1 I8 0 2 FH Y B8, B A8 0 PR 4 A1
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BT AR Hb 7 PR i 6 J5 O o O PB4 2 P ) i AR DT R
IR, < IR L T2 A7 AE T W B 56 i e 8 5 rpe?
BEZL W RGEERIIZ%)E, T ARG G TR EERT W
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TEHEAT CIMT ¥697 . H BT KRG KRB CAIESE , CIMT X g 2%
JE e R DI RERE B B 7370 (B T = REEA S
MLXF FRBF ST, B 5Bt B Meta 4387475 Jo 3 % CIMT 72 i 45 v |
R BRI 4 b e

CIMT {2 # 2 B K5 FHLEIF R AR

H A KRG ARIESE R CIMT ZER A BE RE b A
HEAEM HCTHIRITHLRI s e DL RE . AR K2
KRG 2T B, i REERE YR (functional magnetic resonance
imaging ,fMRI) | 1E LT & SR BT W15 ( positron emission
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tomography , PET) 5, W ELVR YT B | J il 2y 8 DX 076 722 Ah A7
B, TG K o3 A 2 T A AT S AR S A0 DL, B i 2 A 8 43
WFFE IR ST 7 T LE W) 2 K WL CIMT X fili 4 v (45 531 2
HRAEAE ) S5 D RE I S 1 5 1 ST 5 20 44 R B ) st A i
B KAE AL (middle cerebral artery occlusion, MCAO) #%EY | Aff 57 #4
5 R AR AR L R AN AT A P F-1 (stromal cell-derived factor-1,
SDF-1) 2151 % H A (neurite outgrowth inhibitor A, Nogo-A) . Ras
[R5 8 H /3% B ( Ras homologue/GTPases , Rho/Rho i) LI J&
DNA HREAKF-45

— BER AN AT A -1 RIHLAZ PR (SDF-1/CXCR4)

FFAAEATE R -1 (SDF-1) S —Flafb B A, 3L 40
IR AR B AT 2R, ERME— 32 AR CXC L T
ZAK4(CXCR4) , [RItsJe—Fh G 2 FHBIBRSZ A, 7620 1 K
AN N R A A L R UK B S5t Bt S e Al G 2 SDF-1
mRNA I CXCR4 mRNA Sk [ 23k , ST & 7 22 oIk 58 M
SRR 2 T ReNY . T K B MCAO BEALR B,
CXCR4 mRNA 7£— BN [A] ARFEE E I, 428 e ikt il 18 52
HATPEAEVERD . Shichinohe 45" Fl Wang 450 % JH AR )7
ARG TR TR B 18] BT T 40 RS A A R BT IX S SR R
SDF-1/CXCR4 1EM 246 5 Ty W 24 e 15 F 2 e A T . AR
EBRIESE e 7 d JR 45T I 2 A CIMT 1, m]
PPt R iz sl 2 ik W3 ol , HOR UK SDF-1 8 R A U R
Thim &M CIMT {897 J5 K A & D e &2 7 58 5 14 SDF-1
A G RIRE R IZ CIMT 097 5, KEUE T X i 5-1
JBEAAUPRBEREAZ B (BrdU) A ic 19 PA IR0 P A 28 1 40 JH 8 1
A FHFH NN SDF-1 Al GEAE Sy — Mok A DA 515 5 | A IR 2220
WA T IR VA SRAEZ AL, NI BER B 52 . e —T7
TET, At A i FH SiRNA S0 SDF-1 JEH 3% FF L5 SDF-1 KA
DURRJE , 2Bk CIMT 3677 J i S 1 iR 1] DX 22 20 it 1Y 34 7
ROV, 3X 55— A~ BEREW] T SDF-1/CXCR4 7£ CIMT /97 h A
AEBEER,

Z 8IE F (Nogo-A)

I H ( Nogo ) FHHELRXI=FEH, FF Nogo-A |
Nogo-BAl Nogo-C, Nogo i 1 Nogo-66 5321k NgR ( Nogo recep-
tor) &5, 1) T AL IE1R 5 . NgR & —FPBEHAH SO & F (mye-
lin associated glycoprotein, MAG) , 5 Nogo 45 & 7] 45 35 46 41 ify
I BERE S 5 2T BAE g Zeoe A KU MEOCHIFSEIE
S, {8 Nogo H AN A sl 45 5 M B Nogo-A J5 R Xof it 2 il 5
FEA R A K AT B S AR AR T A S s 2o )
TEFER RS AU T Nogo-A IR, 25 5 K B SE 90240 K R
SRR T BE 4 52 A 00 W S A0 % BB AL TY) SR aR 45 88
FW] Nogo-A & —Fli 2 FFAE # I R F

SR AA A 2OV A A8 K SRR 45 T CIMT 39, 58 T
TR 5 Nogo-A 7K A5 A0 F L, i 390 X6F R 2H sl 1t A A i iz Jo
Nogo-A /K0 2 & TR F R4 M CIMT 44, H CIMT 4147 02
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P P AR SZ g0 6 1355 ) WY AR T HR 2, 3- W] CIMT ¥&97 7l
fEE LT REAIC Nogo-A B AR IA (& 1M Bl M f5 e T BE o P A= &
MHZIEERE

= .Ras [FIJEZE (/3408 ( Rho/Rho F#{ )

H HIAFFEIA 9, SDF-1 F1 Nogo-A & 14 ¥ 7 38 52 3% 1% F i
Rho/Rho S HF 2 48 &A% 1E L2 | Rho i B 2 Ras M Z
BN FREAWREZ—, B4 GTP MG E, ©Je AN A
BENESHSS T, AR FZ R Z R (0 G HAM
RS2 T SR BRI A7 A AN R 1 37 1A TN 66 B 401 2 A 55 ) Y
TN R H . Rho B HA B FMIE R, IR EM M 8 2 1
(GDP) 85 5T FiE M =58 5 1 (GTP) 45 G IE = A4l Ml (5
REE T ST S R (S Ry e i o SO (92 R 11 = 2 B S = S N T
BAEZTEY)SALN . Rho SR H ATBFR 5 015 28 1 T Ui
BN F , BEEZ LR S (s B RS R it /MR A A K A
F REFESE) WGk, IR T liE— R 5B fb/ sk e 1k 2
\‘[:22] .

WUSh B 1 (actin) S A0 M B AL 22 ) T E A5y, WLBH & 1 -HL
BREE UL BN ) 45 4, 76 0 22l 58 26 K 5 g op BLA OGS PE
WIBhZE (454493 Rho ST . Rho A J&10)5 BEIEIE H Tk 3=
BN 22T Rho A HH 56 A (ROCK ) | 32 i LR 25 (1 W R Al 15
P PR WIERER H 8RR L , NI S-8OS R 4T I, A KRR I
izt g AL K2 FMH . Racl 1 Cded2 $JB Rho BEEZ IR,
e N A 2 5 A K, Hoh Racl 8 1 0% HUW 8 H 242 R
TR/ 95 B R 5 I I ( p21 activated kinase 1, PAK1) {2 #EACIR DY
ST, Cded2 T BEARTEZIR O L TE B2 LR A gE 4 R B 3%
W Rho G REI 1t 98 7 £ 1 HE P4 200 Jf B 22 i 20 R U i 48 A
KM IRANS256 3 B Rho 350 i 371 fil 22 fifk i 2 124 11
I IRG A SR RS AE ST Rho BRI 1 3510 A6 12 1 h 28 1A=
ML ShBEKE ), e M ERE b 7 A i %5 4 38 A o g e ot
TR R AUHEST CIMT Y897, IR T BRIl 5 Rho W Al~R
1k, K3 CIMT 4 Rho W FRIA B AETIHAT 14 d A1 21 d B3
W AT XF B A A T AR 4, B CIMT 41K iz 3hid 12 o fE
(Morris 7K 2K E 1050 ) W5 R B2 B B A8 F LA W 40, $27% CIMT
A1 i S ot PV ¥ K R o 22 T R M (R4 AL T B 5 9 Rho
PRI X,

g DNA HI %4k

DNA F 3Lk J2—F7E DNA g5 Vs A B L 3L i fh 2418
WG, TENELShY R, IRk O B R A A 2 M AT R B A i
WE 5 L, SRR SR E R I BE R A 56, FEITR B S
FFLT-HAE7E DNA JROms e 57 47 B I A i T I8 3 I8 2% 1 9 31
G50 GFESIHGE T CIMT X MCAO R B 5 X 38 A 40
F DNA H ALKy 52ma, & S0 21 KR R 24 CIMT J/97 )=,
JL DNA AR AR IE 8 KF , SR FARATCH B2 57, mifk
FUZH PP AR DU AV T 0E 5 7K T 5 [ I3 & B0 S 3 40 K RO
DX A 4 A A B T e A AR B ) D AR TR R
CIMT #2755 DNA H ALK -7l R 58 At 2 A 76 A 00, &
FHEAAE FHBLSI B mi A

RSB Y KRR H E HTE N SR B CIMT 3897 7
2 ANAERE BN 7 d J5 T an Rl f {4 A 700w 4038
2 ~3 . FIEA S —8ifsE R, RIEET CIMT J697 AR
T i e i, X B R A A 2 8T R R e o A 7Y

HiIFFIG 24 h IFA A CIMT 391, e S0 0k JR 11 5 201 J) 0 1 A OC
# H -2 ( microtubule-associated protein 2, MAP-2 ) FlI# 2 41 fifd 2 [}
K (nerual cell adhesion molecule, NCAM ) 7K -4 f 2516 T £ ¢
(15 4 R [ e 2 R e 2 R Fe b ) o IR AR e
WICHE AR ) B st B FH X MAP-2 T NCAM sk A A1), Horp
DAk JEE fi FH AR R O S FHL A W 8, Deebow 257 BF9E R
CIMT BT St 1 A BRUTR A JRy 380 2 JB Rt 8 P v T Jom i 3 3
Muller ZEPVBIFSE HH T 156 AR ol 278 32N F (brain derived
neurotrophic factor, BDNF) & CIMT 33 ¥7 6 Ak 5175 T o il 1 7K B
ISR, 45 R BDNF A7 2H K Bz 3 Bh e 1k 2 4% 40 B
AT CIMT J3¥ 7201 BDNF Bk CIMT {69741, I HCIMTYR 7
HITRCEE LG X IR I 25 FOR FH Y CIMT J5 22 I o
S RPHAE EE  1 ~ 2 JA (R S i A ACIMT AT g
AFITHETEIRE

CIMT R ZERH S FHHHRBE

— DNA Z ALK

AWFEARIE CIMT W] 2 MCAO K U 5 [X. DNA HI 34k
IRTTH i B R R A A %, T W 5 ST R
R S i FE K] ( growth arrest and DNA-damaging inducible protein
45 beta, Gadd45h ) AT 28 1 S 4 2 I , 8 i DNA 2 B R4k
VERVEHE AR L S it S IX M AL . Gadddsh AN = A
it SRz T R R 280 B A ) — b BIRL R B ek R
Z2IIR) 4 22 MG 3 5 DNA J5 RAB A B — e b 22 4 W R 7
(fn BDNF ST 24k 40 0 A A IR 45 ) Bk AR AE — R0 eIt
SR RO BN AAR o — b SN B S8 DA A ) i SRR
MG KA 2295 8, 2T CIMT S 75l 1 Gadd4Sh i %
DNA 2 AR Al g 28 P AR AT A it — 225k

= IR 2 AR T

Jr R 2278 55 - ( BDNF) & —Fp i 2238 52 I, 247
PPRIEETC YRS USSR 2 e B S KAl it
LA AR Sy T AT AR RO X sk i 2 4R
A WA RO BRI R Y], TR BURAESE 24 |
48 h J5 4 T B Sk, AT e 2 5RO UG AR AE AL ) Bl BDNF
mRNA 35, 5 P AR R IR 29 19 A1 21 7 iAE 2
Hf (INBESE 6 h #1112 h i) B2 )5 (IAESE 72 h if) TFG$shiz
YIRS T HE R BDNF 35, (EAR X R T A 2 4 o it J32 A
h 3 A%, HISCE R K A A CIMT AT REARFI T D BB &2, ik
CIMT 72 B ke 1 A5 280 v g A A B[] 368 6 Sy i A8 )5 2 7
R 120- 24261 b ) i L S5 R 1 TS 24 ~ 48 h v B, SR i
REFE R BZE CIMT 677 5 MK AT IS B 2 7 4%, ik CIMIT e ik A
FEWRZ IR HLH = 755 BDNF A3 IR (E1S FHE

BN 1K= 245929

JRCAR D)y R BRE 52 a0 SR A MR N S A X N7 A ) e DX A
AL T MBI SRRl EBIFTE R, BRI e
PERRAEFE AL F 1AL 48 N Bz 42 4 R F (vascular endothelial growth
factor, VEGF) M 32 & IG BT i3 8 ( fetal liver kinase, FLK-1) FlIfil
Bk il E (angiopoietin-1, Ang-1) S H A% 5 P 1 0 R 10 Bl 57 A 3¢
RO BT A R, WA R & CIMT JRY7 R,
(VIRT AG5 J BHC [X 8 37 48 2 SRS %) i FIMRI
SBAGIEMAS M S ( blood oxygen-level dependent, BOLD) ZEfk,
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