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il i, 4 BRCE$E 445 (spinal cord injury,SCI) [ 4F
KA 221100 J7, AR 250 J7, Ho B AT 20~30
ZHEEN, BRMATR 2 A %05 5 0 & (A
AT AR A M AR T AT B AR BT L AN
Wk T UL Ry SOHM, B SCT R N AEALE , £2 #F SCT S #
Z2 I RE MK SR R AR DA R, A% G0 U s AR A
P2 TE i Z N TE Y 1A BE T, 300 IR A A S UK AP R A
SRR B SR, DI T 1 S0 B 42 2 A A AR SR Y
A e ) 7R A Rl 2 A B i 2 P AR i ) Bl T AL 1
TR B BR ) 1 AR K R SR AR TP K f 48 R4E (central ner-
vous system, CNS) [ 5t & 8 DL K 363 495 38 007 (14 9 IR op & 30
THE 10 AR I R s A R BE T, BN
Nogo—A | #fi W iig #H 5¢ 4 & 11 (myelin—associated glycopro-
tein, MAG) . 2> 5 & i 41 it 45 3 I8 1% 25 11 (oligodendrocyte
myelinglycoprotein, OMgp ) = i 8§ AH 5C 25 B, B A58 i
20 B 42 fih A2 W) e FEAR i 0 P 5 A A R B T R 2
4TI A P A A R LT B AT A P T RT3 R v
DB AL i 5 A AU RE 77 o B Nogo/NgR 17 = i % 41 5C 43
F B ILAEH REAT 0 W S BUIR A — 2Rk

1 Nogo/NgR EESEBEXSF
1.1 Nogo-A

Nogo—A i Nogo % [X] i ) , Nogo FE X 7 2000 47 #
Ly ye B, oA 3 A mRNA 5% stk g i [l — LB (7 AR
LT B 0K 2p14-p13) il 3 4 HIAS [ 19 ) 2l 5 A8 91 7
KB, BN 45 3 F i 3 Nogo—A Nogo-B . Nogo-
C, TP & A7 AH A 19 N K i amino—Nogo—A , = # 47 #H [F] 1)
C K% Nogo—66, Nogo—-A & A 1163 D& HERR , J& Nogo 4k
R A Rk, BLAT W7 1 00 1) 40 B 85 B L 7% Rl 58
AR MPE T, 2 SCI 9 15 1R 2R 1 B2 370 R BHL 3 371, A7 R
it 11 il 28 2B K A 7 A9, Nogo-A & = ANS5 A DRk .
Nogo—-66 .amino-Nogo—A NiG- A20, 7K % ¥ Nogo-C HI
Nogo—A —FETT DL FEAN S A K AMRIAE ], R BN ILA

E—EEE N B (1982-) I B BE Ui, 75 332 B2 22+, WF9¢ 7 1]
A HE AR

H3% 2 (021)25072075  E-mail : yangmu322301@yahoo.com.cn
IR k%

X EHS :1004-406X(2009)-10-0788-04

1) C A 3t (Nogo—66 ) HL A #lt 48 4l 2 A= K 410 il 1 ], Nogo—A
Hl Nogo—B 1y e 7] A 3 & 34 10 ] Jifi Jki 2T 48 240 Jfd (373 ) % Bt
FE R (I VE T, Nogo—A BT AFAE— &4 181 2k
2 (9 IX 3 ——NiG— A 20, il Nogo—A FLA7 KR il 241 Jifa i % fih
AR HERHEIRHE I IIGE . Nogo—A 1142 3k I F2 JE 2R iy
TEAEF I, Nogo—66 7A £ FAIME T, BHAFEFAK
HE X A 1 T e ,Nogo—66 HI amino—Nogo FAFAE T M40 {H
LR

JAE N Nogo—A F#EF IR ALE DG I o 20 i, HLJ2 78 i
WY BUS B 5 Nogo—A = B2 2 35 7 6 0 52 0 il 58 19 o8
JEE A 20 5 58 5T 48 0 43 b R B A O i R b il IR AR
T de R, R LUER D g i R 481 T, i
il 2 2 DX I ) 21 Ak A G, DA RS B FEE P 42T A 2T Ak R 4R
DI E M 2 R G UBe 1 /E M, Nogo—A Nogo—B #I Nogo-—
C e 40 M ISR TR W &9, S e AT nT BEAE Sy o ik
H A L 1 3 T A 8 R R A
1.2 NgR

A5 Nogo—66 F77E T 41 fitd 2 i 1 B 52 25 R, H] Nogo—
66 FIUN i £ 5301 B 1R i (AP) B9 Rl-5 8211 70 2 Hh T Nogo—
66 143 1 (NgR)M, NgR &4 473 &L ERE, B0 N
o DX IR A 8 A sE A R BRI HE S I RFAE BT (Teucine—
rich repeat,LRRs), H N &K% /&2 LRRNT ({55 k) ,C K i
J& LRRCT, C ¥R % v 38 52 4 5 % i 156 WL B (glycosylphos-
phatidylinositol, GPT) & fi T* L I . LRRNT/LRR/LRRCT J2&
NeR B HC A4S A 5 (ligand binding domain,LBD)

AR5 NgR 7z 43 A T CNS 2 Fh 41 Jifd i) it 4 i
Hh5E, E7 RGCs A3k NgR,Nogo—66 A fig M il 41 173 5 1)
E7 RGCs /42, SRR HH 30 5% 55 25 i E7 RGCs &3k
NgR, 458 E7 RGCs 1Y P AE B D, 3 200 NgR 764 S 4k
A A b 4 AR R NgR %6 48 201 78 20 i SR 4
MR LA Mtz i Ay, JF HIE M B A K HEN C X P X,
Hro DL P X% s, X487, NgR A i8S 5 9
T S A% 3y B 2 K R 8 R G B i i 45 i 5 3 o
PR R IEE M — Al
1.3 p75NTR J TROY

p75 B4 E F2 E Z K (p75 neurotrophin receptor,
p75NTR) 7 SCI JF Rk & LA pm R H 5 SCI #5145
FEAEAN M p7SNTR A B mT LAk 55 Nogo—A 411 il fh
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RFAEMER, #R B SCL b & #5028 A K W76 H
p75NTR it = Jil N 45 #4) (intracellular domain, ICD ) A 4 A
il & 2 A Al 2 A A G PR T2 TCD A 2o i 38 3k AT B 4
RIS A MBAER, IEBER A CE A S T
ICD M\ p75NTR 1) &5, M I 2 4% 5 5 4 56 2 190 1) Jl 28 2
KR M, p75SNTR e B /0 BUZE A B 48 40 ) v 0
BV RSP A, RORAFAE — R L e 2R
p75SNTR DI REM 53 #h—Fh NgR BE & Z 4, S8 T TROY W
R, EE T IR AE R S, 590 ) AR N b 5% AR
Hh % 4 [ p7SNTR 5K (9 7 f49)
1.4 LINGO-1

LINGO-1 % 12 A~ # B HEF 9 LRRs, H C Al N i
JE e, S e — B LR X IR Tg X8, LINGO-1 277
FEF CNS B 28 ST/ 58 8 0T 20 ., & B it 2R 1, o i
B0 J5 H Ak R AT 4 e 20 5% e 5 AN M A B L HE
il i 2 T 1 1 0L

2 Nogo/NgR ESEBELEHELBETNIER
2.1 fEFBLE

HHIA A Nogo-A A =R EHIIR4E . — il it GTP
fiti RhoA Fl Racl X #1EH . Nogo—A il it G 25 [ {H Ik 2 74
[GG)/GLig P2 40 M Py Ca2 4k BE TH s, W00 4i I P9 Ca2 4K
P28 I C(PKC ), DA I 1 i) 2 e A 4 BEL 1 B 28 1) 4
iy ZERAEANIR AR A5 32 amino—Nogo FRE R & 44 1) il
YEH . A amino—Nogo & 41 il #ff £& P A= 1 FI I AN /2 8 5
5 NeR &6 528, HO I HIE T i AL B 10 0 A5
# =B i Nogo—66 Z 1A (NgR) & H#E4W HI/E 1, = A4
ZAUTF,

Nogo—A i i 55 NeR 45 & & #4 0 il # 28 1A= 19 1E
B F NgR & GPLAS & H M, A S IR, ML H AR
1% T 0 SR SBERONE A5 IR 32 K1, NgR AR Sy 8] 1 TE A 25
A X, A LINGO-1 5 p75NTR = TROY JF il i) 34 32 14 L)
SICE AR 2R FE L 5 A R R S, B R
B LINGO-1,TROY \p75NTR /& NgR & £ 32 4 W 1 117,
P7SNTR J& M 28 A8 < PR B 20 R 22 1A% ok K% i) —Fh &
B2, JE NgR MEEA 2, HA B R B e [ i i 25
%, p75NTR #1 NgR #H G4 HI 75 2 NgR /9 LBD A1 LRRCT
X 4[] B £F 7 ,Nogo—-66 Z #& (NgR) %&45 p75NTR =
TROY F1 LINGO-1 £ 2 & ,Nogo-A 5 &Y M4E &
ffi ICD 5 GDI 454, i 5 {5 filf cAMP .Ca® i 3 T i
Rho/Rock 15 538 # " Rho-GPI 5 p75NTR 4 4 )7 , RhoA
RI M Rho—GPI (4 il v B¢ B RhoA, {ff RhoA 2 2 1k #
PR ARG X A A Y il 22 BEAT R B KB BG
AT ol Ao 22 3 5 1) A 2 BT, LINGO-1 UK B 2[R
NegR %5 &, fH RhoA ¥ % % 5K LINGO-1 5 NgR A
p75NTR %56 K A P,

Nogo—66 5 NgR %4 %2 /07 % Nogo—66 1 N Zii fif 31
AEILER AP 55 Nogo—66 [ N i I i 40 4~ 2 3 2 1 il 75

1 NEP1-40 7] LLFI NgR 254, HORREA A Kk Y 35
Fe, HUBBAE 3 ] Nogo—-66 il b AlX il 25 3% Gt ti 85 2 WL i
JARY, A LRRCT 45 #3819 NgR A GE A5 Nogo—66 45
PIVEHT, BT LA ZS RS AT BB 5 T NgR 5 H B B BK 45 32
& 454, amino—Nogo [ C K ¥fi 24 424 3£ R 7R 4 Nogo—
A-24,E 5 NeR W45 & 252581 LBD, 5 NeR 1945
B AHEBE NEP1-40 #5450, X8 BT RA A R #4540
P2, A AR R A
2.2 MR

NZE SCL K Z R 05 s i i ) 005, #2827 2 58 4
W SRR A UL B AR R B RN B RE R DD, Rl
2 DB AL 2 5T SCT A v 1Y 3 048 10 (— fi ) e G
FARDIWHE B AR o D B IESS A 34 4 7T
SZ1E 1985 4F Wrathall S50 57 7 54 17 h 7% A fi i 4 B
S ECSCI AR, IR B W AT Tz L AR AR R
Nogo—A H 5 B T (4 7] rf Al CNS & 5 Jig X il ¢ 524 i 4
TR (5 P AR T — B0, A0 A i T A% SR 00 5456 4044 /= 4
T Nogo-A FLIA A YT AT 1 1oz sh I RE A5 B E >, Merkler
ZE0IE R SCT Ji B2 R 7 41 IN=1 (Nogo—A 4 ) w5 A, S k6
NS iz S FESE 22 DI HE S8 5 R FH AL 224 WA B vl
ZA BRI, 45 R HPT Nogo—A HTiksb B ) 22
i £ FpAT b 2E K I JF 1T BBB BF 4 (Basso, Beattie,
Bresnahan Locomotor Rating Scale), 4343 B i i F Xf it
XRWIRFH IN=1 0] 2 i 4l 28 f A R e R &2

JAE: Nogo—A Kk PR i B /> BRUE BB 40445 S5, B¢ B i A
R 2 AT ) Iz S A A R 28 2 A R A AR O A
R B, B 38 B DR AT LR 5220, LA 4 O X
S 2T LA I IR TS5 7ERBR Nogo—66 32 14 BRI A 4
WO BEAL th R LT AT VT 2 T )R T 4 AR RS S e g
2270 RS AT i B2 R I AT S R IR, AN K AT g R )
ey R AR IR R BE T R W X2 R g i 3 U g AT
FAEENWLARERRA R TS THRGX, 72 5-RE
Jli GELF2E i i T JL 2K  NEP1-40 /& Nogo—66 % 3 il 5% J&
R B, BEREE S Nogo—66 3945 & NgR, AL AT LA FH Wy
Nogo—66 5 NeR B 45 &, 11 ELk BT E T4 5 19 2 4 4
AAER, AR T 2 CNS Bl AR K e Ty RE R &2,
2002 4%, GrandPre 55 2IE BUAR K BR o g & 2 U 05 B T o
N R LL T50e/ (kg-day) #2E 4 Ji )R #EHEE NEPL-
40, 45 S 18 7 78 H A M98 4 B B LE 5 79 B B o
ZRLEAETE N, X A 5% 1) J o 45 403 DX ) AR LR ZF AR
T RIIREKE . Atalay 55038 S ) 45 5 458 40 K B N
JA NEP1-40, FHIET Nogo—66 5 H: 32 iR 45 & )5 , KK R
A PN T R A T (— i 5 2 JRORS B Rl 5 L 2R AR AR ) 1Y
RGN, I Hoar g iz shPine Ak & . oAl NeR 9454t
F, an K PE NeR (310)ecto—Fe 1 7T LLBH B Nogo 5 NgR
B 45 G, Li S5 g 3 PR T o o e R /N Bl ad 2B
JUZ J55 41 B 433 NgR (310) ecto, BT Nogo 5 NgR %5 &, Bk
T B e AE DGk i AR AR BT SCI i il g FE
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A o Hou %P%E 1 3 T Nogo—66 52 TR 14 1) i I ot 2 /K ¢
JBE, 75 5 AR 2875 A0 R 45 15 SR b ISR T A0 Y B R
RN ZE MR B P T NgR(27~310) 2R 7 45 14 38 1 )
%1 1gG[NgR (310)ecto—Fc] T {2 4 iy 5 A 5 2 DI A A (R iz
B RS 1% 55 8432 T NgR (310 )ecto—Fe AT 3
SV RA i i TE I S b AR S ) 18 0k 2 R A 98 A K i B
BT Nogo—66 5Z K 1 H5i BEHLR TE11 BT Nogo | A 1 b &
P11/ 5 T2 T3t 40 i 8 468 4 2 115 Nogo—66 3218 1 455 1Y
1Cso (I 30 A b B R SO v BE ) (B 43000 120,14
FI45nM(ANEEZR ) A R4 T K5 9% TR &L 5T b 3 R
TR 2 P 2 T i Bl o A KB, L 25 SRR B] | Nogo—66
B HoZ S CNS il € PR AR 1) BRI B9 R, £ CNS
03 5 300t b 5 A A T R R AR

Nogo—A HHZMWEE GG, /N5 B R TF = 1 R i (
small GTPases) ) Rho Z1 W b3 B PN IR 55 — A5 68 7 HL A
R S AR R T AR S, R 2 SR AR e
296 cAMP K-, AT PKA {8 Rho B2 fL 105 25 3 , K
T BEL BB 58 91 A 0 it ¢ A4 A 030 300 o) A9 TS0, 4 6 P 9 5 5 e
5 4 A HE S A AN 4 3 B 2 VIR G . Nogo—-A S BUE KA
B8 Z T, A P Ca? VR IE B B TH 5 . Ca> 545 M4 &
Jo WO AR EBORE , WRT LS B0 Rho B IRR fb 1M1 2R A 2F
A A HE SE 7

iAh, G RNA THLH ARSI NeR &K Kk &
7K fifé B 7K % Nogo I il + Rho 3 7] BT Nogo-66 1l il
s th E R IPE . 2005 4R, 3K P AL 24 5 i i/ T
Pt RNA (siRNA)ULER NgR %6 K, oo 7 K R B0 103 )5 6
BEARAR GG s, ek TR BER e, AR,
Ahmed®53 7% NgR .,p75NTR \Rho-A #£47 RNA TH#iF
AT BB R A DG B0 A A R T RE 5 )5 B O Y
4. Rho K1E )8 T GTP B, 7ENE AP 52 K 52 & M5 E 1 4=
20 f B 2R 3 ) AR AR S e b R B B E T . Rho
HE W8 B C3 % #% B (exoenzyme C3 transferase ,C3) 4 5 K
W, TEXGFRAn i b RE T C3 % B it T 980 55 B W5 iR 5 CSPG
(Chondroitin sulfate proteoglycan, CSPG) 45 % #ft £ o il 28
A 0 0 TR RO, A B AR U6 002 B A B o R
FC3IRYT, WA R R RUB B P A 28 iR A K38 12mm, H
TEMJE B 25 240 D REA T 10, ph it il WL, BEL K7
A Nogo/NgR i B 115 5 5% S AU G FRfE T, dmr
TE—E AR L ARHE SCLJS il 2 i AL FAh Z D) Re IR & .

3 RE

AR H T A 3P K Nogo F1 NgR BH W7 71 51
A EENNRE, MAREY, AZRN T amino—
Nogo—A Wi ¥ VB35, AT 51 % 22 MR A1 RS #4324 5 1421,
DL A G AT SR AT 22 4 A 500 AR S50 LR 3 S8 6 97 T Tk
N T A28 SCL AT A R E— 20 1 S B miF 9T o5 Ahitt— 25 5%
i Nogo Y 2E BHAE H K FLALHI , Nogo/NgR i i I 19 & 4> 53
TRy B AR 772, Nogo 192 35 42 ML, Nogo—A 5 H:

A0 PR B AR ELAR T, oK Ao e I PR IR T SCI 42 it B
WAL, H AT LA L S S IR M WE ST AN e, MR R fE
BEFT IR IR SCIHGYY, MHEEH Nogo 20 CNS Rl 28 FFAE
AT PR 53T AU A4 B T, KA B4 SCL L RLR 9T h
BORHI R AR TE R A KOk 0 S AR YT SCLIT
FERTR T
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