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H 1l X+ 4 8 451 03 (spinal cord injury,SCI) [ 34 J7 J5
KA A RARD AL 2= 2590 B ENA T B RWAE W T
SCI ik #2 rfv, 5 HE A 2 98 J6e It 4 i 32 45 5 B Nogo—A |
BERSAROCAE 1 (MAG) . 2 28 B S5 400 Jifd AF OC B 5 4 45 A1
(OMgp) — Fft i 5 4 S M il 735, B AT L5 Nogo-66 &%
A (NgR) &5 A T 41 1 il 5 752601, T JLAR A 222 5 i T
BF X5 NgR B9 45 50 M Ik NEP-1 1 NgR & 11 %% i 7 NgR
DNA #1955 238035 97 h ¥ SCIL. 28 & #U31Z 438 L)L NeR
SRR AL FE SCI R b 28 5 2E R BIF 98 E S HEAT 2504

1 NgRKIZH

2001 4F Fournier % P 7 X iE T 7] LI 5 Nogo-66
(Nogo—A MIANFRR S5 4 380) 45 5 1952 /K NgR1, 7f & B NeR
AT Nogo—66 %I il 5 A4 45 1 o B S S WF 98 & 8L NgR
[FREJE MAG #1 OMgp 932 1K, A5 MAG .OMgp X4l 5 4=
[ o NgR1 45 P~ 28 . NgR2 \NgR3, Hij & B9 B i
J& MAG, JE & MRS EH . AJE NeR AL+ 4 01K
22q11, ¥k 2.7kb, PSR, HOE R A RO
RTN4R, NgR & [ 3 22 335 76 Th AR i 28 38 B0 1 pf 28 o0 D S
T2 1 NgR B 12 0 500 g 15k LIRS (GPL) MBIk Y, s &
8 A8 &R 1 45 F B (LRR) LA K LRR 5 M 1) 4 ik iy 5 9%
L o 4L, NeR P& 38 i3l il 45 45 2853 LINGO-1(#&
SERTRE Z AL N [oG G5 NeR He3k81) Ml p75/
Troy 21 B /) Z K 52 & W HhAT, 2K N 1Y RhoA B8 1) 1
b, 25 R A 5 £ K i1, Zhang S5 BF 50 % 3L B
T EL A R4 F (B lymphocyte stimulator) 78 & NgR 1)
PC A, PR A1 5 46 3¢ W 5 3 45 6 J5 T (8 75 4R Al 28715 (DRG) il
LU B R K Z M.

2 TRt NgR EH

A BH AL BERAR OGN H 23 T 5 NgR W9Z5 5, AR
VM2, ot TRk B NeR 28 1125 25 4 Bl 45 4 i
I3 T DB JS A S A 0T I NgR AIZE & 3 ook il 58 2
KA, HAMIFFE A AT P9 NgR & 11 (NgREcto, &
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A NgR & FI /b D AE X809 24 BEFR R AL 1-310) v] LA 541 8
X At 9 iy AR AR, X R B BB R AT 2R AT B0, 4K
Ja ¥ A 1.2mg ) sNgR310-Fc[NgR (310)ecto-Fc, &% £
NgR # 4 2 8 X 385 iy 22 BE 12 5% &: 27-310 5 [gG1Fc 3
HE DXy A PR 4 )i S SCT R B B N Pl
T R R T 20 4 FNRYY, & B sNgR310-Fe
AL FE SCI K Bl BBB 143 42 i A sk W ik 30 10 A% £ 32 174 ik
/N B TR RE AR M 5 (I (5-HT) RE M 28 45 4k 1y g 220,
Wang 45 U5 Rl , X862 5105 10 KB, 3 2 i 54
sNgR310-Fc L 0.25wl/h B 38 52 R it 0 ke I BT s S BRIV
97, BTE R BUBL05 5 3d H R AR 9 75 B 4% sNgR310-Fe LA
2.5l/h B RE R RN il A N SERR YT, PEE TR IS
57 BT AT R ITAN 45 R R W] sNgR310-Fc 1T LA {2 iF
4 K B BBB T3 103, 53 A IR AT A2 o 450 1 DK B 21
2 B 55 Bz J5 5 PR B (sprouting) , Tk isi 468 B A9
M2 5 BBB P A — s ARG, B sNgR310-Fc X T
SCLJF 75 i T AR B A 52 W, 33X 26 44 Py 44 A 52 56 3 56 1)
sNgR310-Fc 1T A %42k SCT K B 28 19 £ K L K32 3 3
ek, Mk sNgR310-Fc 1l BE /9 I IR B H 4T F T 3%
fiith

5 B BAS B0 AR X N 1A B HlE 1 RNA
aptamer, ULZERYIS NeR W45 6 1@ FREHi —Fhm il o3
5 A 92 30 F WY AT LG 2 BRGS0 4 o Rl s A K
114 BEL B4 U,

3 NgRE#

NgR FETH /MR 4 NgR 511, 3 a8 98 1 Gy, i L4 =
P NeR Wy Poide, M BHLWT NgR A3 s, feadk
SCliZ S IR MIWK I . A 2FEHIE NeR 192 1128 1 g
T SCT KB, 8 R U 1 > 185 DT 0 0 A 78 v ORI A
W ALY R BE R (BDA )X KBRSz 03 4 o (CST) a2E A7 )it
AdRic, 45 R BoR 4 NeR 2 R R B, 75% 9 S 1R 1
T3 V) T A 2R 2 A ] A PR IR EE R X, K]
15 0 7R Ui, 35 43 A R A il 28 FE 2R BE B O T 10mm 1 X
BRI, BT BRIC Y 28 40 4 35 45 1 T B0 58 07 19 LU
17 A2 50 BBB 143 F0 & 2547 46 1% 45 2R ) 3 — 25k
WY, %P NeR 5 F1 P 1 5 21 1 B SCT KBRS 8 e 8 5 i
MIIREA BRI E . 76 Yu FEHF I, — 41 /NI Rz )2
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M2 TR TE MAG W p S5 35 Ao, 53 Ah— AL R i 28
JCIR IS I A DNA B 1 S J5 19 178 (3 P NgR Puidk), &
B UL I35 X MAG JIF A 5 (10 il 28 400 1 A5 — 2 0 5 VR
Yu SFEAHRE T NgR 19 DNA $1 (N NgR LB A B 5 A
o Bk E 1 TgG Fe BRI DY il 4 0 3 A 0 4% 36 3K ROk
pcDNA3.1-hNgR-Fc), B HH Bk e 54 2 KRB sk L,
45 R R HT NeR B9 DNA %1 SCI K B9 27 g IH 2 4K
& ,BBB P44 . Li SFUHGE , BT NgR Hifk 7E11 7T LA
B 1 NogoA \MAG .OMgp 5 NgR 454, i H % p3 4R
DRG #Z oo P AE B i A W 1 35 B 1 (6~15ng/mm?) ,
4B NgR Btk 7TE11 AR 9E DRG #2850 58 B 75 B WS -1
AR,

4 NgR #EHK

Nogo-A #& Nogo ZIE R HEM T Z —, B F%
FRE D RIEEAM, L& - KMEEERM (amino-
Nogo ) RIS #K 2 UMY 2R 4R 66 4~ 2 3 FR 45 #4358 . LA 5%
410 1 P R R R (IN=1) B0 8 J2 B %) Nogo 22 i (1)
E2 R L5 Y 2 157 7 Nogo—66 45 44 38 4b , Bir LA & Al fiE
%+ Nogo—66 . MAG ,OMgp 5 NgR 1 45 & K= 5 m , HAE
LT NeR #5507 A [F] . GrandPre ISR BB ATE 24265
BT L4 BT Nogo—66-NgR 45 A1 B4 40 M E MmN £
JIK——NEP1-40(Nogo66 residue 1-40, %41 40 12 3
FRILM NegR 1), RIMIE R NEP1-40 7T LARH 1E
R 22 22 G5 5 5% Nogo—66 Xt il 2 A4 30 1 7 I, 4 76 Wiy Bt
A BE P 18 D) R BRI B R B (intrathecal space) PN VE 5T
NEP1-40,SCI K B Bz 7 6 6 0CRE AR LU R AT S 2 DAl 1
AR Li SFUOEE X SCIE K BUH i 5 4 NEP1-
40 FREL R T 44 25 (G5 BRI R SE bR 19 2 ) M 45 2 144,
Toie it e Sr B4 25 B0 J5 3h 5 7d 45 2, B TR RE R
55 5-HT fe i 28 4F 2 J 58 filh #54 bk 19 A= B, 328 8 D) g ik
SR, X T HUECA BE O R B0 KR, BB s
NEP1-40 S0 ik 9 I T B35 97 4 J8 w4 25K BRUAT 2
0y ke 3 Sz it 5 (4 2R RO Dupuis 2522 NEP1-40 1] L3
PUH A pTSNTR 75 5 09 K BRI 428 3h # 22 oo sE 1= DA S s
I 2R A5 05 B RIS S 2 T I BE T

5 NgR & A /& 5% (knockout)

3 TR SCLJG NeR B RIVE I #E — L 058, f2e&
FF U PR B (gene knockout) 2K . Kim 4F2WF 57 % 3K
7N B R NgR SE R S8 AT LAAR TG, (H 2 H G2 3 U 68 27 3]
113 ,DRG [ NgR—/-# 2 JEANBENE 5 Nogo—-66 45 &, th A
L Nogo66 175 3 (14 20 1 HE SR B 5 I 00 45 i 2 48 0 460 43 1
NeR—/—/INRR, Hiz 2 Dy e A 0] 58 ok |, (7L J2 B2 J0T 5 i o O
WFEWA, AL S e T sl A HAERER
W] NegR X # 2 21 4 iR A VR AT BR . 53 8h  NgR—/— Bk /s
FLPIEE 28 RNA 90 2R LAY Gl it 4 A e XURE Y v e B,
R TS RN PO EAR AR A A B W E NS g0 [ INTTREN

WA AL /N B BOR B 2 S I REA T B R s, RO NgR
i DAL 15 B B 5 e 1l 9 1 W] 9 M (axon plasticity )
SR, Zheng S5 PRI NgR 5 PR 114wl B OF B8 A7 76 14 S il 4%
BEME XS 2L S DRG #h 2 el o AL KAy, g7 44 iy ik
B v L AT R I SR RE AR B PR LR AR E PR AR
SCHF NgR E VRSN 5  fly 58 300 0 sl 78 0K 79 B2 5 6 o HY
A B AG JIT 1 AR VR F . Lee SFPOMR F 5810 % 3L, NgR 2k
PR e B /0N B 4 KB T /S, S—HIT BE Al 25 0T 1 b 52 01 1%
A AR AL R N REBE AR (HR R S HRE AR A
NgR—/— i B ) /I BREAT SR 6 o 22 i bl 14 |5 17
HEVEAL A T AR K BGER,

6 RESRE

S SCLIRIT I T N Z R Z 4, (HLL NgR Wil &
RIT L, 2RO ST I T LB AH LY &5 18, 1L ANz 2 ) 5 el
e BT BERTA S, KT NeR 454 19 =Fdm il 43 7
TEAR N B A HVE T NgR IR E SCIL H (9 7B A A & NgR
I 3 A2 PR PIAE ] 1, T HE— 2B BFTE . 504 AT B IR 245 R
IRFIA NgR 25 P2 15 42 F 4 i B A mT RAUAZ 3 SCL K
FLIZ 3 DR 19 e 6 2 (ER | 06 T Il 1 7 AR I PR S R
P05 2 A1 20 R R Y NgR 25 & Jo 77 A8 i 550 an el | H
TIATEANUE A L 29K B A DG 2 1 012 J2 P — 14 410 11 4l 5
AR AR R I A B R B R 2 X ix e i b
PR A DR 3 (B AR RR AR K AR ) A L il 2 i 3R A
T AR A R D T O s g i A, AT IR AR
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