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PR R G545 fa B B IR 72 BRI AL
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R =Ie WA ATHT
(BT ER 25 K5 25 B 00T =, 2B 650500)

BT PR Z A GRG0 2SR Ak S A N R ERIE B F0E A RO M 2
JRmit, KR M BRI MR, k. T8, BARBRARR. BRI B 5k E &
B RABEFARBRI T F AT R R B A Foib R RO EZR A, Z Xk T ARAYZ A 440
3 )& A4 R e IRTY AR ) B e B AR FELAG AN 22 4 R - A BAY 237 A e UH AT 4538
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Mechanism of Glial Scar Formation after Central Nervous System

Injury and Its Effect on Nerve Repair

XIONG Wei, YUAN Yajin, ZHANG Guixian, ZHOU Ningna*
(Department of Pharmacology, Yunnan University of Traditional Chinese Medicine, Kunming 650500, China)

Abstract

come reactive astrocytes after central nervous system injured. A large number of reactive astrocytes proliferate, dif-

Astrocytes in the damaged area were activated by many endogenous regulatory factors to be-

ferentiate and migrate to form glial scar. Chondroitin sulfate proteoglycan and chondroitin sulfate secreted by glial
scar are the important reasons to hinder axon regeneration and nerve function recovery. In this paper, the mecha-
nism of glial scar formation and the mechanism of glial scar hindering axonal regeneration and neurogenesis after
central nervous system injury were reviewed.

Keywords central nervous system injury; astrocyte; reactive astrocyte; glial scar; regulatory factors

SBT3 41 i (astrocyte, Ast)AE X R Gt
(central nervous system, CNS) = 11 28 [t J5i 41 ffd
IEHAEBEAR T, AsSCFRRINE 77 i1 81 A
S0 T, T IR BE R4 CNS, JF S 5 4ERRFCNS
[ IEH AR BRAS, WM TiIbsE. . T8 K&
P22 By SRR 22 A 1) B 45 0 F AT L R 4
EH .. CNSHU5 fa, Mx 4230 980E SOV fife I St 4
TETEE R A E R . BRI T . R E IR
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Wik E 393 2020-05-12

AN TG AL SR 2R, i S ASUE AT 1b, N S NP
FBTE I B 41 il (reactive astrocyte, RA), H. i & 1A
RAJE B bR 68 A0 BT 4T 4 R P 25 (1 (glial fibril-
lary acidic protein, GFAP) 1 J& & [ (vimentin). RA
SE TR T ) LA . CNSHI i, 32400
A7 A B Astrf 22 Fh o U5 M TR 4% DR B 1, AstiE
WNRAFEREIGIA . . 1T, (2t iR T
Fe RAFE I J5 it I 1) B B 20 Jl i 7 A2 52 M CN'S
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T 5 A DI RE I I DGR . P AL 1 IR TR
I3 W K B R X % (chondroitin sulfate, CS), ik
TAEE A A T RIS MR ECE R
B (chondroitin sulfate proteoglycan, CSPG) Z& T X
JEURE IR BB, R Rl BELAS 4o 22 2l 5 P Ak 2 B e, A

SRR DRe I 2. BLCNSHs 5, TR
J IR () Y 2 DR AT A 41, T i gn . A
th R v 9% S5 CN ST AT R F2 (L8 1) JEL K o

1 BRRFEIRT R AR E B F

CNSH 173 J5 , Ast/3#: ski(Sloan-Kettering) i it
HEH. W% -1(endothelin-1, ET-1). #AERF T, 400
JAHIAT T A A KR -B(transforming growth
factor-B, TGF-B). #MA. #AR3E 5 F170(heat shock pro-
tein 70, HSP70). & I BB 52 14 2(protease activated
receptor 2, PAR2). BERFIZE 77K T (ciliary neuro-
trophic factor, CNTF). [iL/MRATAE A K1 (platelet
derived growth factor, PDGF)-BB&& 142 [A -, JITR Ast
IMEE b T, (RRER BRI o
1.1 skiEEEER

skife — M 2 Dy Re e SR TR 7, 2 R0 s
I AN G = 10 R PSR T P o
HZ5MAERGKE, skite kT He L 5201 4 708
AL PRGN ERERIEREKE .

T B EEIE FL R I, 1EH Astrh, skidig 2 ] 2
FILBAK; 8L 5 2 ¥ (lipopolysaccharide, LPS)#I| ¥
BCRR 05 15 S AstiE AL J5, BE 5 I 18] (138 I, skije
HE R R B kAR G I, 1A B i E i OB
FEA, (BT AR X B2 . 7ERA AR, skidis 25 K &5
RiIE HRAMES kbR & 5 FIGFAPIARIL 2 IEA R,
S skidi R 2 ] Rl o 4R Ast s AL . SG5H
o3, TR I BURIR I TE B RSP 5% 1) Astli
Heski-siRNA LUl skifis 25 K %35, Transwell S5 K
I, B JLdl AstiT B B0 T3 A RIJR SR o, &)
RIS K G, ¥ Gl AstIRR & 2 B E LT
HBH, $& 7 skidis 2 DA 2 1 n] gl I n PR AstIE #2,
e T I S5 IR T2 1 o
1.2 ET-1

ET-152 19884F 5 R BT 48 1 LB K A B2 240 i
MW F B s AR TEIIR, B2 DM 2R R
2 BRALRR, |z 0 A T FLsh YK SR AL ZURICNS .
ET-1680E A 22 73 22 )50 A0 (1) 88 1 I (mitogen-

activated protein kinase, MAPK)5 5l %, M fie gt
Y 15 5

ET-1/ECNSH R #5733 = Z 1 /E M, CNS32
105, RAKE 7 WA ET-1 1] 38 ik i ok 4 i 2185 58 1
W BUEBEREE. EBRB. g 4 H
S, I E 4040 B 2E SR RO RE BE, k20 (i IR U5
PRI B = AEE /N R I S, RARIET-10d R 1A%
TS B P ) D RE R, R WM RS R
YA 0 7 e AR I i o e 7 B A 52 45, T A X e S
5 B LA P 45345 I B ) SR Lo g SRR A A v
ST C5TBL/6/N BRI E A, 5K 5 /N B AR SR kA
It BB A 5 A8 o PR AR 2 /)N B 5 0 B 2 )N SRR B,
ABE Y 2 /N Bl 0 A 3 A DX IR ET- 1 30K Y2 35 T vy
AstKEIGIE . GFAPFR A I o S INK R IR A4 18 9
Astid FIAET-1(overexpress ET-1 in astrocytes, GET-
1)/ B 1 hif I 75 #E 93 (ischemia/reperfusion, I/R)fi4%
Ja, SXTRRA /N AL, PhA D ReRERG BN . ik
A G, RAZM U ET-1E 1 Janusi i2/15 S 5 5
8 5% 0% 13 (Janus kinase 2/signal transducer and ac-
tivator of transcription 3, JAK2/STAT3)i& 1%, {fe fifi fi
ZEAHAH M I G T T N KR EIRA, SBUN A 5
B R MR A IEEE LT, GET-1/N U s %
A W 46 i E . BBBIE# I X -F-135)
Jok if o 55 07 T 33 0 7 o 26 vE 75 R GET-1/)M B
FE BT K i A B ik P4 2€ (middle cerebral artery occlu-
sion, MCAO)Ji 5% 2 /)N AR EL R BIL, GET-1/
BRI ZH 2R AL B 22 R R SCSR IR SIS, IR N A
it 5 %5 1 5% 5 1 (occluding) F kBT, A0 22 A & 1)
AstZ g 7K I8 18 & F4(aquaporin 4)7 1At 5 A B,
T 5 S50 5 7 R e L A 03 7 ok R L A B i 2
ZUPET-110 7} iy, ET-148 figi il 1fi 453 795 & S AL i) o e
HHEIEEH. WAEFE, RAGBKEET-1, ET-11L
H w7 XEH TRA, FBRAKREIEHE"., £
&R AL FE (multiple sclerosis, MS) & 3 1) it #i& 55 BT
P, RAKRE S IWET-1, 51 MS B £ M vE
AR, W IRGE T . ET-100 @ i BUE i 54 T
R IETeSZ 4K, T2 22 U R A (cofilin) B 1R 45 44 £
B P 238 e RT R A 25 2, AT 7 AR A 2 T ) g
PERRERG,
1.3 RKERETF

TEA BE 1% )5, TNF-o(tumor necrosis factor-a).
IL-1P(intertleukin-1B). IL-6(intertleukin-6). IFN-
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y(interferon-y) % i 35 F &1 , 1% L6 {i 98 A - 3d 3
5 4#% K T kB(nuclear factor kappa-B, NF-«xB)if 3%
th, 25 50 B S RARIEEE , i = i 2H 23 (1) 980
SN, S8R ORR AR, PHAS s & uiE S, H
28 AN, WANGEEME 5T R I, /I BB B8 45
A3 5 VT R /0N J 5 400 i K 23 WATL- 1B, YU JAK2/
STAT33# %, ANk /N A ff 1 98 1% ) B, p-JAK2/p-
STAT3REME (L BERAFIIE S, T 428 i TR TP B o
e o) Kl T-CCAATHY 38 1 45 5 8 1 8(human CCAAT/
enhancer binding protein deta, C/EBP&) & 1% 4 14 [A]
FRRFBETEA. I TTH, IL-1pfIHAstE,
RAHC/EBPSI k34, H AN/ NGEE FIRho A(ras
homolog gene family, member A)[1] 3% 1%, il fil|RAIL
FEl, PRAMEE IR KR I Ast, 1 FRIEF3%H 7-S0X9
T 1 T Astlt 4 g 4k 2 i CSPGHR & Tt =, 1fi @ ik
SOX9 siRNAIHISOXO i £ M 1 Astiy4H i &b
F JFICSPGHR 1A, TFN-yil i ¥ i tol IFf: 52 42(toll-
like receptor 2, TLR2). TLR3FITNF-ai& 12 34 i1 1
Astl?) IR - R il 25 H (o-synuclein, a-syn)FI{E 78
P41 B IR 7 BRI, 175 S AStIR iAo TFN-yFILPS
TFEORT 2 e Ast i) A A5 B & F12(uncoupling protein 2,
UCP2)\ImRNAFI 85 [ 1K 7K, Bl IR Astde Fir 4k 25
14, {2 BETNF-oFNIL- 1B RE S5, 14 I3 14 4 (reactive
oxygen species, ROS) A B, IITRAstiE L ARAN,
1.4 REAHIATER

FE IR 0 M AR Kk AR v, 20 R B B A A
FHOHEA R . SETE. TR, A
W 1 (cyclin) 5% 1 75 I L 30 40 4 1 JE) B I 1 40
Hhkd EE AR, 4 iR AR R O (cyclin de-
pendent kinase, CDK)Z % /& 41 fd 73 24 1 £ 15
%['3] .

1 & B AN e s R, Ast i) A 3 IE 1) i
PR B H BRI /E F, cyclin DIFE N Ast) #4541
T, fEAst JE e s AR . CNSHif )5,
cyclin DUF & 11 AstAe % 5 ZIDNAK i, {541 g
GG A F WIS, GFIMBAM™, CDKS A2 —
Zx 54 G T 224 13 11 200 il B 2 1 A 1 93
B, (H L0 S IS S AP B AT MR A %, HICDKS
B DR 3K W] AECNS 5 47 i 61 IR T) M BT ) Py F8 875
AstBEZ= 20, 2 3 7 8 PG A If TIEHE (2,3,7, 8-tet-
rachlorodibenzo-p-dioxin, TCDD)J2& — i A A #1
1549, TCDDIEH T Ast 24 hJg, St Astify g 5E A B

SHEHIEH . TCDDAH G, BERR 1L & FISEEB (p-
Akt). BERRILSTAT3 Alcyclin D1 A 7K 5 71 & Al
I IR AP TH . # i AKUSTAT3 3K IE, W TCDD S
S Astffjcyclin D1 N if]. TCDDi# i Akt/STAT3/cyclin
DAL e FEAstIGFH, T EAst S MR, 75 K
B 1S 1 1 38 M 22451497 (chronic constriction injury,
CCDJa, p35. WEEALAH i A= 5 1 9 38 1/2(phos-
phorylated extracellular signal-regulated kinase 1/2,
pERK1/2)FIGFAPTE i H 1) 5 PH 4 2 1k S i R AL,
T SR AN W T A7 38 5 0 00 2 Ay (phosphorylated per-
oxisome proliferator-activated receptor y, pPPARYy) &
A, 1 K B RE P9 R S CDKSH I ). MEK i) 71
FIPPARYHZ) 7, T 2% 484 IpPPARYI %1%, 1] Ast
s AL, DD RABETAIIE R AE A7 (TNF-ai, IL-1BF
IL-6)*,

1.5 TGF-$

TGF-B 2 & i A SRR T A 2T 4 A 1 B 22
# o TGF-BIRETGF-BSIK 8] 78 Jo 4 I A K i
K7, 2 B AT 4k de v i AR R 12—,

CNSHi 17 5 ], RAK 5 73 W I TGF-B145 i o
IR BT A 9%, & P ZUE IR Y 1 S 47 44 i 72
1, TGF-B/Smadsi& 122 £ Fh 4 VIR T A 2T 4L
AR SE RS . KR BRI 54 TTGF-B1, 4R &
7, BB IR K L B4 5 B B, TGF-B1-Smad3
{55 HEERER AT I SR BEAF FHPY . fEAstiR b
Br e b, TGF-P1AE R WA i F 28 25 1 M4 i S0 5 ot
(extracellular matrix, ECM) & [, W4 5 H R
774 TGF-BIERAMICSPGUTRSE I, 5 1 #5145
P b R A A A ] A 7 ) 2R, i S C5TBL/6 /N
B K 1 21 fik a2t ity A %€ (distal middle cerebral artery
occlusion, DMCAO)#E M J5, & Bl /N B B /2 Astf B
PR 158, A TGF-BLEE Fi, 5 3 Astif b &
JRE IR I e A4 Ah Ast 5 M2 B 48 fif AL 5% 77
SIS R I, M2 20 i B TGE-B R 3 i Ast /) 4
CSPG. 2% H(neurocan). IML/MRATHEAK
- (platelet derived growth factor, PDGF), JilIR i Jid %
JRIZ R
1.6 #MA

F*MA 2 45 (complement system) & {717 T K £ %L
MR SPL 21100 o 18 50 DR M 2 R i 7 11 e 2 ) 4 Rl
oy, A Ja A BT B OB, B TR
T Wt 200 L 2R 4
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IEH ARG T, 68 R se s I 2ICNSH B
A MR BL G By ih /b & B AMA 53, WIC3, C3a.
C3c. C4. CSa%f. Mith ML), A& MgE R A i s 1
AMAEC T (RERARAE . RLAHAL . bR 40 AR S & Rl o i
() e M) 28 e 457 45 1 I A o B v R 2R NS, 5 i 2 21
Jit R e G, B MR S A2 M0, B0OE 5 B
AR LA I P R S| R R MA B . C3afi
CSa& tME R Gl 75 T 30 Ja B = A2 (R R A2 4% A=
i Atk k. C3aMIC5aill 1t 5 Ho s 72 1 52 4R C3aR M
C5aR&5 &, M RKAEZ M AEYE M. Cla5AstRIAN
C3aR45 & Ja, PIINRAStE AL SNRA, #E— 8T8 iR
JRPBIR - C5ail it 5 AstAI £ T RIE N CSa AR 4l 17,
PR X RAIGA: | 2 TR RSB RAK 4L,
T T RS JFUREIR P . MBI R 2 15 2R 93 (Alzheimer’s
disease, AD) 55 3 3 HU A ML 5 AF A 43 25 15 B Astah i
& (astrocyte-derived exosome, ADE), 5 % l& 41 bk,
ADEF H ADEZ BLAIE AHMA I8 26 B 1 7KF T
AD i # ADE C4b A A 44 [K] T BHIBb A B ik & T
51, ADEXSC3bf% i 45 # £2 JT, FFAE M EE JuR TH T BK
C5b-C9TCC, C3bHICSb-COTCCHE 2> 451 177 1 42 75,
C57BL/6/)N B 7E 4 B BRI AN 26 1 N AT IR B AR
EH T ARG K, KRG 535 X AstC37K 1B
BF L AHRC3TE/NR A i 48 Tt R A RIA,
S/ NP4 I C3aRFIEH N, AstffIC3 5 /NG540
[RIC3aR &5 &, T /N I 5 48 B 73 b K & R A1 8
FIL-1BFIIL-6. ARJF3R, {2 2 4E K1 R IE BB FR K
ZEFARKN-. CIaRFE B A H W FH ARG
1R 11978 B o 441 P 7% 46, C3aR FH BT fE P AR J5 6 hi
PIIL-1BANIL-6 11 235 7K« CR2AF 6 A M1 1] 5751),
RE A #MAC3 B2 B ARHMA I 6P, CSTBL/6/N R
il 42 i1l 14 2 J5f 8 5 (controlled cortical impact, CCI)F&
B W54 TAMAC3HIHIFICR2Crry B ACHMA IE 2%
(alternative complement pathway, ACP)#Il]7/JCR2fH.
Xt B 41 AH HE, CR2Crry X #MAC3HI il £ F BLCR2H
XF ACP B4 1 4 FH A 280 98 20 /1N BRI A9 9 22 4 R,
B D B ORR . R4 oG B C3dPTRY, /N R EiE
FDIREAAFNRREAG A 1 535 1 g™,
1.7 HSP70

Pl NV S S R % 7 | A (G LR L 2O VAT S 1 YA
WORIB5 SO0 R 1, e bl i 2 T s i Sk,
RS R IERT S B B AR & A
fREAN IR T B 2 1 0T R B AR 4 R 2B M A7vE

CNS#ifsi )5, ik %X HSP70/) RAH , GFAPIY]
FISREWM, 5 HSP70RRIA £ 1A ¢, HSP70 1]
el i 175 GFAPIRIE RS 5 RAE A B, STAT3
25 AstfEiE A HE 1) 55 5, L-43 2t i A2 ICR/D
B MCAOJS 24 Al 72 hif i 7 KWl f2 J2 HSP70. p-
STAT3H )KL . L- 5 AMENE S HSP70 1] G2 i
O p-STAT3H R S 5 AstifI 5 B, 78 AR IR 1)
KEAstH I a-syn i, Astii %, GFAP. W&
-2(czyclooxygenase-2, COX-2). 5§84 —H LA
4 (inducible NOS, iNOS). TNF-aflIIL-1p %A &
FEWh . HSPT0RIE FiRERE A #2890 S B, Vs
HSP70J474157 VER 155008 1 &2 18 il TNF-o.. IL-
1B+ GFAP. COX-2FIiNOSHIZIA, B 5 N EE Ast ] %
SANARN
1.8 PAR2

PAR2J {250 A T L3P0, PAR27E i #5RA
WA 5 R R T il R AR AR

BRORBECTIH TR I, K BCFBEAstE 7 5, 18
i BH rPAR2 (1) %2 35 W] 4 HIRA R 3 £ . FIPAR2%F
5 4 30 1] 77 FSLLRY-NH2 FIPAR24F 57 14 470 44< (anti-
PAR?2 antibody) i i A [F] ¥ 75 3%, X454 1 K BRUE
HERAE I FSLLRY-NH2%F PAR23E 1T FH BT, #5315 (1
K RAF HERAFIPAR2Y; BH T 12 hy 1R FI3K )5, 41
I 64 T 1 D S 4ok 4 FHLIBT24 h A3 RS, GFAP
Fvimentinff) R X WA HE T, KREEHEHRGE,
45 T PAR2IE B 71 S PAR 21|51, #5742 GFAPAllvi-
mentinf¥] K 7KV B 2 5 T PAR2I | 71 25, {5 B 5
T PAR2EENFIH . HRERID ), RFARL T WK
EHEA RS AP ORI AP 5%, R A A2 45 X 3
PHEE TC AR R D, R A /> B 22 il R 27 1 iR
JRRIR . PAR2F il 551 2H 52 45 [X 35 i 28 B 5% B o 2
U %, K AR o B R IR . PAR2I
BN 240 X3k LT A T KA R . i
T 2 o 28 J FORR S EL PAR 21 1 71) £HL 1 S 184 /2,
{EAR B 2 o 28 T 9 9 ) 5 B PAR23 5y 711) 4 v
P PAR 2V 1 980/ JI2 o R T B, 50 4 22 1) i
R HEPAR2VE 1 B 4% I PR SRR T Fid, #1140 22
I6E. PAR2IE T T GFAPHIE I 25 1 % i ok g i
TV RSGE 1 15 4 FH P
1.9 CNTF

CNTF/E Re 4 K1k AR S BEIZ 3 & o0 1
P05 R 2 R A K 8 IR I 71,
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Gk -

BN S ISR S, X B R R G0 B A
i, CNTF 4304 (1) 5 B B[R] 36 i 38 22 0 B K R
BHEHG ] S BRAFHCNTEI] & i, HCNTF3Z
AT HRAF A2, CNTF X 1] LE BER AT 3 56 55 4>
ARHO KRR TR B FLAB R VB3 5, RAER i
JFA, TE RSO I I o R R T 30 8 LA TR M 4 £
J&, R4 T CONTFR I, 145 X I R A 235 i o
1h; RAZLH 3N, MR oK. SR p oK HaE K.
CNTFEA R B ALIEH, R0 28 FIRAE
KA AR, J5 B R o IR . SDK R 21 4
CNTFZ 1A 10855 B 2 1K 5 13 503 23 2044 (1 0T R 2H
FIATE ST GFAPII R BRAH EL, K B D AstiGFAP 2
I3 e,

1.10 PDGF-BB

19734, /£ N LG K I T PDGF, H7r &K
27~31 kDa, [K R I8 T /MR I 15 4490, = R Ak
PDGF-BBH] 1% Astf{IPDGFER, 1{i¢ i Astiifl 5t I 7 4=
ECMER Ao B A Bk UL - 338 i/ 22 R0 IR 75 = TR TR i
(phosphoinositide 3-kinase/serine threonine protein ki-
nase, PI3K/Akt)X0 4ERFAMOAFIE « InPRA0 AT, {2
A G TE B+ M /EH . PDGFRAZPI3K/
Akt FUF AR, A SRR At .

TE/IN B AstRT AT Z4E A0 (fibroblast, Fb)f &4k
JLREFR4K R\ PDGF-BBEX PDGFR /)N 73Tl
FIAG1296. A HIPDGF-BBI, FiFp4H i3 744 &
fR 2 M g 7 A K, TN APDGF-BBJG, L3Rk 21
AstFIFbA BB & R4 K HRER A . PDGF-
BB 5 Astfl Fofc /3L 55 77 0k R K40 g K =39 5
AL, AR P CNSHTHAT I AstFl Fb3 5 AH AL
PDGF-BB ] LU 5§ Astfl Fo s iR H . 4%
PDGF-BBHil| 4 ] fdf Ast/Hl Fb3L 5 35 44 2 211 5 2 4
5 p-PDGFRB. p-Akt&IEM LML ; A AGI296
i), p-PDGFRB~ p-AktH i #h] , F H 41 i 3% 5
B985 . PDGF-BB ] LLiliidk PI3K/Aktid i i 1
Astiffl . HEHEE,

2 RERRIRFERATHAIEE SN

2.1 BERREREERERSHISHREBE:
CNSH5 i, T 3500 5 B e T IR R A 43

W E| i FIECMEICSPG i & ™), FHASCNSH 1

JE AT REIE I — AN E B AT K & 5t & CSPGIY)

AEAEFHTE BRI AG F7 0 FELAS fh 28 0T A% LA K A 48

REFAERTS . FREP 5, CSPGTE B Wi kLR
AT FEL G IR AL R 2 25 3 G, B T — AN PRIl
TCHT AR PR R A . CSPGIZ OB H
I AB A B R X 2K i 2R W (chondroitin sulfate
glycosaminoglycan, CS-GAG)#. CS-A. CS-B.
CS-C. CS-D. CS-E#lt 7€ CSPGHJ#% 0> i F1CS-GAG
HHAb 7y 7 E SR ER N EIRA R A
R KR I T A T v FE TS BR RS, B A5 CSPGIk
P 38 I, BT T T AR I e 4 il S A K A
M 4. MR D RS 1E 24 RR 40 A PN 14 R0 R 42 20
AR R i 2R EE R /EH . CSPGH]
T8 5 32 ) A2 A R I 2 IR B TR Bl o (protein
tyrosine phosphatase sigma, PTPo)4k 4 111 7= A H Wik 1)
fit. CS-E5#P& il R A K4 EIPTPo: & B A i
B A1. BT CSPG/PTPoiR 12 vl 411 1 [ W 4%
il AR5 20 R, AT 400 ot e 22 5 AR A HE 1) B RV
P . CSPGHE W 41 i #1 I8 15 25 11 3 (extracellular
regulated protein kinases, ERK)flIRho/Rho#f ¢ % i
W2 JiE FE Al 2R P B (ras homolog gene/Rho-associated
coiled coil-forming protein kinase, Rho/ROCK) & 1%
bR /E . CNSH 15 )5, CSPGIR I 45 &
PTPo, i H W AR E BEAARL A, TR P Rl R A K
HEN RS, sl sh & R HAE. DREREE
B 5, PTPoRER 5/ BRI, PPE e AR e
VARLiGaR

CSPGAMY T 2 i b & o i AR, Al 1
PRI A b D RE K . HECE R
ABC(chondroitinase ABC, ChABC)i fi#CSPGIIGAG
B, 2 12F %5 PRCONSH 0 158 1Y 1) b 8 Jh 5 9 A RN pp 42
DIRetk 2. 200 R I, B K 25 ZiChABCHRE % 71 1k
CSPGI¥ KB - GAGHL AL, AT Fée AR JH X ot 28 By 2
FAMINHIER- . 281, ChABCHE N — Rt iR &
J5 FRUBRIFT 24 B W, ChABCTE N Ji5 19 LR A IRk 2k
ZHEE N BRA NG R RER S, 5
it HEZEL AR L, 93 A2 X I A st 2 (¥ 40 & 23 i34 n 130
52445, BE$H A VE S TLROFS Hi7ODN 2088 1] i
B4 1) AstEU k> 60% . TLR F5 915738 i B 11 Erk/
MAPK(E 518 2% [ 30 111 PR 1 Bl S22 4/ B A st
HEE. BRAN, ERESZ /N RS X REALAR L, AR X
IRCSPGIL T )y i, A HEHi 1 /I B8 FHODN 2088
JaCSPGR ik Wi & P K. 75 R B IR ¥ o 2 1,
CSPGX 4 #p & S A K AT EAE A . PR, i
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CSPGIF 1 1] BE 2 {2 1 HX #0282 22 Se 4049 Jis il % 7
A RN REK B 0 — A8 (VR 97 4 i
2.2 MERREZEMEBHEHZLTIER

IR B H 2 A ECME [ £ Bl (proteoglycan, PG)
YRR 4 2 —, CSHL 2% 21 i JB 35 T Y PGs (1) 45 #4)
A 1, 40 I PG IR ECMITIAS 8., AT 26 Al
M) J82 A 49 77 5 S S5 (R AR A K W R A 2R N RS, X
H LA TN RE 1) BN P4 (1) 4 RF 22 o0 B W,

T BT IR 2L 30 4 P DR 00 o =5 D i = X
(subventricular zone, SVZ)H K& #1144 i (neural
stem cells, NSC), NSCRE/MU T AE ML TT; SR, &
B 5 IR (IR A 73 WA K & ICSZECM, JE R T FH
537 A ph 42 e IT B 40 05 3 A7 3R 5. GALINDO
LS CSTBL/6Y) FRSVZIX [RINSCTE 7 A CSIH 8 A
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