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B a5 (spinal cord injury, SCI) &—F L) &
IR T 2 B N S A 2 R G M, 7
% E RAEA L 10 000 9 A H & SCI, 1 SCI A
RAMEFAE LIRS R Z UG
S BRI A A bk i 1 B A T A DR R A A
TR BRSP4 5 45, T A
ANTT 35 08 2H 2 45 K6 ol IR RN A0 T SR BRI IR b XE LA 3R
71 AR R R K B BN Y B 4k
PR , A48 e RAE SN, S ORI A A0 T
LUK Ao BOREHS | B i 372 R i AL S5
AP, AT — P KRR RE R . RIBK
40 (astrocytes , AS) Sz i 1 14 A5 T8 i i) Jie Jo i
TR 2 P A N R, BRI T B
(transforming growth factor-beta, TGF-g) 5 &K
oA 5 %V 6 %, SCI 5 TGF-B 15 518 f& 1% 1k,
B RSP R AN P 2805 2 R AN N ) TGF-B
RSP 8, 308 1 4 e DR P e SR 0 R R 1 A
JR ORI B T T8 SBT3 g 7™ A= 0 il 1 -4
Hl A K e A T O ST RE K AR R 1 7
JE . FHFE RN ZEER AR ZE h - KR
Z Wy, el M TGF-B {5530 B& A0 i IR 1) 7™
Az, %t SCIHB K AT %R L, AUk TGF-B 1558
¥ TGF-B {5 55@ & 7E SCI T AVEFMLEI DL R 2t &
ik TGF-B {5 5 M B 7E SCI A VE R 7 HifE—4534 .
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1.1 TGF-B {5553 i nY 4 A

TGF-B 155 1% i Smad & F #K# 1) 2 ik
AR S MR IR Y Z P 4TS 2, JE L MR dE
Y 33 FIE AR B Rho AH 56 25 IR 05 s AL
i 3-A R/ RO B {5 BE T . 4y TGF-p
5 m ) TGF-Bs \TGF-B 52 4 LA K 4
H1 Smads %41, TGF-B ZMF %N [ B TGF-B
ZK (TGF-B receptor [ ,TBR 1) A1 1l % TGF-B %
4 ( TGF-B receptor 11, TRR 11 )'®'. Jf 3 rfr 8 4
TGF-B {55 ¥y Smads 1[4 R Z & JH 75 % Smad
(receptor-regulated Smads, R-Smads, Rl Smad2
F1 Smad3) . 3L 1545 % Smad (Bl Smad4 ) . i il ¥
Smads (Bl Smad7)°*®,

1.2 TGF-B {754 il ff i 2 G {72

TGF-B {5538 #% i 16 1k 2 ¥ 15 5 th 4i i 5
2, SR MMM, TGF-B £k . &
P i/ AR BIB9S AR TG AL S, 5 40 M T 7 A2 A
45 )a 8 TGF-B {5 545 S #. TGF-B 45 &
TRRING X% TBR 1, HIWE M = RIEE S Y. [H
i, TR I Y H & BR/22 & IR & 4 X 3 g TRR 1T B 1R
b, 1G5 e TRR 1 X kR 1k R-Smads , ¥{5 5 h L i
o Z i, FilG,R-Smads 5 Smad4 454 i
Smad4-R-Smads &5, -4 0 B NI 5 R #E
FEDRZE Ay TR RS R A 0

2 TGF-B {55 d 1 SCI e

TGF-B A VETE Ak pl 2 R e b E 2RI
IR BB IRIE . 7E SCI J& , TGF-B 5 T i i £F
“AE Rk 8 1 (glial fibrillary acidic protein, GFAP) fll
MR B & & 1 B (chondroitin sulfate proteo-
glycans ,CSPGs ) # ik, i kg 4k B 200,
SCI 5, TGF-B, ik Tl Fh & TT P R IE K
JE 4N (reactive astrogliosis, RAS) LA K& f i KA
LS, T TGF-B, T 2AE RAS i #is™,

2.1 TGF-B 5 =@M SCI J5 e FUmIRIE i

I
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SClJG 1 ~3 K, b IR FE L SR ALY B I
AS TEMiHBAEH T RAS,, 7Eifi)5 4 ~8 J&,
TR J5 B i i RAS \ECM 02T 45 41 Jf A Bz 47
28 T L 5D 34 i SO, S SCI i il 58 T e A
FEFH, BRI ER T 4 B s, o 1
FEAE A P 4 F (B CSPGs ) B B Ak 2 B
CSPGs F %t RAS 437/, il 22 4E K % CSPGs
FERESE AR, Hsu JY %2 %3 5 540
el rei , Wit s 6 /A BE 412 1) CSPGs
IKOF-B T, il g A A

HAEW I, AS #3443 W TGF-B, 15 &
RAS 73 K CSPGs, fi£ # ECM i B i B F i IR
WA, PEdRIE, TGF-B, K57, i TGF-B, 4E
BIFE IR TGF-B, Va1 309 9 i 5 07 A 483 40 3 102
TR 3 A, TGF-B, 25 )5 B e IR B LA
0, SCI /N BB B TGF-B, % [H )&, TGF-B, .
ECM FIR 412 % k080, & W eIk &, I
G2 ST RE I Bl L Hellal F 281045 1 B
451, M SCI 5 TGF-B,/Smad 13 5 i f% fig v />
ECM It BRI e Jo 8 I 48 2B, 3 26 BF 5% 45 1L 3% W
TGF-B, BEIA R R AE SN, 25 5 W SRR 1
. 15 AS 1R SN 5 33 v, 1) 55 35 B A
TGF-B,,155% 24 h J5kail 2] TGF-B, fl TGF-B, ¥ &
YTkt e HE e, SCI S AS 3 Ak T B
TGF-B, S nf S idh e B % 4, A1 il A i L i o
211 TGF-B, JE B IE S i 50 5 SO B 8 36 A4

2.2 TGF-B {55k SCI 5 BRI Y i
L

SCI 5 Yo7l i) TGF-B 7 i Jot gt I 448 2 S 3 ik
Smad2/3 {5 5@l . BT KB, B R 1L & A 7
HEREIX I Smad3 A T A% 5 B8 K5 P
RAS, H GFAP (i Bt WA i 7t 55, IASH Smad3 7EME
JRPRIRIE i P vp e 2 BB AT o A4 4 4 )
WAER T RAS P24 IR0 b JCTE R 1) TGF-B 4k,
TGF-B 24 WG A0SG LA 5% 43 W F B 43 Wb i 77 2 5 4
Jif 5t 2 T 32 AR 45 B, B TGF-B {5 5 18 5% 14 35 A 1t
P, P06 il Smad B . BT S Smad2
1 Smad3 iH1k)5 5 Smadd 454 A A, s M i
R BN 38T T CSPGs AYSER ik, e i
ECM Ui 815 i Jo i IR 16 A= . R, 3 4 F 9% 3% B
TGF-B A& Mgz SCI 5 R MEIE , 0 TGF-B
Al I R Smad TS £k 1 T R AR IEVLEE 3 S/
HE G B/ FL 2 P T A A 2K R 1 o R
SCI J& CSPGs ik . Wil mELE: 3 -3 /&

FI¥E B 3 175 5 2 1 4l 28 5 A -7 Semaphor-
in7A 7E SCI J5 53535, 5 J5 ] ECM L F MU IR T2
B AR R ARG R PR — IV 4 i 7 R i R
FA 4 SCI J5 RAS 1 TGF-B /31 Rho %
Fi% B 15 5 08 %, W > CSPGs 5 I Jit % IR 1)
PR,

3 EWE

LR A, 7-W(4-F2HEI-H ALK,
6-PE J75-3,5- T, & — PP N ZZRHE Y 22 5y TR AR
EhaEtokmBEaRRE 20, o TN
CiHyOg, /3 714 368.38, LM E EH WM F 5
TEMERLSY , WA RO 2R3 1 — i bt e, Ay 2R A 2
YER, Wbt 2 . P & AL P £F 41k . B s | ik g
aplet 2l TR RAMAER Tz, BN B
JIN I PR AT I FH g R it S5 O 25 1 £ A Ak | i A
BE R MLRR 55 2R BT , 2 R FIEOR oK 1 IRgs
2y, IUAE, ZW R MR ER SR TR KM X
TE. Ma J 261230 5 1 <7 Kk Bl Al i 22 5 e 0 A
AL AN [R50 B 1 22 B R VR YT 4 RS S0 R
Fods, ZE e R A pi A Sz sh I RE A ol , HL sl
P R AL PR AR RO B A TR AL
TEMAE RS, ZERE AR Y RA R
EIER 5697 M E .

3.1 FERN TGF-B {55 ¢k il /E

L RN TGF-B {5 = i #% FH I TGF-B 5
S ECM 32 BE JURLRI AL 8L 4T 2k fh g 72, M 30 1 2
Tl B3 A PRI T M. TGF-B, 5 21 4k 15 A4k My i
AEBAA R, LR FEX TGF-B, A&
FHNERI RN, Yao QY % BESE Kk BLTE AT £F il
DA B 25 A S IR A %) 5 B A A8 3 R P, I A0 B R T
TGF-B, n] {1k A F AR A0 M 35 £k 5% 434k R LR &F
AEAHM , AR E I S5 AR 1 A AL OB i R
S VRS T AL R D BEIIGR 1) CEEIA T . S ral
T S DO SR AR 11 4 ) 2 EL A, 22 9 B AL FRAL Y P AL 4
H TGF-B, 7K F- B i B AR, w7 D0 22 v 3% 6e 38 i #
TGF-B, (IR RS LT 4E 4L . A, SCEG A & IR 2%
WEHKBRIF4 4 %, Smad2 . Smad3 Fl# 2 1k 4
Smad2 ik 2 Jifil, i 0l & 5 Smad7 Rk b
JH L AR R AR N Z B ZIRYT, T L TR T /K- B 3%
FAG. Hu Y 2512 sz 2] TGF-B, BIAR4niE N 27 i
P I TG AR R 1 AT o SR DLILBh 2 A 8 mR-
NA Rk, EEES o oR, 28 RAH)E
Smad2 FIREIR L2 £ W A , 22 8 X R AL Y
Smad3 MHIWEHAR, HZ B RWEILF] 10 pmol/L
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B, A8/ R-Smad fE40 MR N I HER . A iiFgE &
B, TNF-o REMS 138005 T 46 20 1t () i oM s 5 01
T A AR B TGF-B, 1 # 3k /K, 22 5 K 0l 91 il
TNF-o 1551 TGF-B, & K ik , M 98 42 il 41 4k b
FORE e

3.2 FERINE TGF-B {5 5@k AL SCHER )
1EH

FEE E U A MR I R B B 5 vh R R
PRI I B IR T 18, ELZAE ] © 8 JLAR iV 2058
FITFIESE : Wang YF %6274 2 3% 276 i T F 380 0
(dimethyl sulfoxide, DMSO) , & i v 5t 44 24, 16 i
SRR BE AP T 14 TR AR R v 2 B A5 X
E ) GFAP k380, i 22 8 AL B4 g /R 41 40
t GFAP /KF-HA A% . GFAP J& AS 34k Rk i
JRTE 11 o P B, T 22 R RE A A A H )
GFAP ()35, HA /L SCI G IR B IR TE A FI A 1F
MR AERKMER . 50U % 5 DMSO 203y X R 2H
FL#, 22 v RAL PR 511530 2. GFAP/nestin XUARIC )
AN B L X R 2 E E vl SCI s AS
PEHE A A PERR

LW RN CSPGs A il 1 FH A A1 1l e Jo it I
TR e EE B AR B, W5 2R W PR Al A B 5 4 2 A
J& , WA CSPG BHE: 41 i K i 42 F1 ECM i B
WU, FEB G 0 It R W . T 22 8 R AL HE A
TGF-B, #ik %MK, CSPGs 11 77 A Fl i I I IR T il <2
FNWY NG, Ak, 228 R BB ORI 1 7 A HLA 7
AR AL XSO 2 B R AL 4 4 30,100
300 mg/kg =AM Hr R AL, 45 R s R e 2
WRAS P AR R4, B A 4Uh GFAP i
CSPGs ¥ Ji {1k, TGF-B, . TGF-B, &35 5 i #e
B, KRG S 3 Th At i3 oM B2 . 2 TR,
LW EGES TN TGF-B iK1/ 4 fi /b CSPGs
(R CRRL, 00 okl Je I 8 9L 11 £k = B e A D, ) 38 i 28
2RI

L EN TGF-B, Byl 7 FH &k 2, H EARAEH
PUIE A2 (1) ZE R AR A 8dWH SCI J5 AS
itk A B K, iE> RAS FE L & TGF-B 1177 4=
Ay s (2) 28 ZARA T fe 8 i B G i 2%
Smad2 . Smad3 . # g 1k i Smad2 F1 40 My #%
R-Smadiy 7k, FiH Smad7 m/K ¥, BBk
WG TR TRR 1T A 2235 45 i 42 BT TGF-B,/Smad
5 BT R HEVE A (3) 2 E N SCHIE R = A1)
PRR I+ TNF-o HARSRAGIHIVE , AT e &
ZIEAR T R TGF-B, By Bk PR 3R 3k 1 410 il B ot i R

A,

4 R

SCI i , TGF-B 5530 [ 1 3801 e HAE I 5 it IR
TE B HR 1 B A 8 R R P 5T IR 52 TGF-B REAS A2
PERRIR G AR BELAS 43 Jo il 2 1 P RS BE D BB K R
LW R P H A PUEF AL 1) K ARAE Y 84y, AR FH
Wi TGF-B 1553 4% LA B 9 /> SCI 5 i i IR TE A o
A2 ¥ SCI G TGF-B {5538 Bk 17E 16 . jdi b
JE I IR T BT A 6 T RE 110 Wk B LA e K A TR TE Y
{H, 25 RAR AR TR 7 L3
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