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Abstract Nogo-A plays a crucial role in the inhibitory microenvironment in the central nervous system and is
considered to be the most important barrier for neural regeneration. This review discusses the different domains,
receptors and following signal pathways of Nogo-A, as well as their roles in apoptosis, motility and cytoskeleton

polymerization, thereby inducing growth cone collapse and ultimately inhibiting axon regrowth. Therefore,

Nogo-A would be promising targets for neural regeneration.
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FIZEA T, FEB G B VI K BN BE'. Nogo-A B IR
B, Z IS AT 2 5 B2 RS A S T IS S i
il A= K AHE SR B T iR ZM Al 58 F2E . IEAh , Nogo-A 38 1] 521
25 8 T 240 ML 14 53 A BT B 20 5 S T A4 B v P S Ak A
LTS G AT O 7 e e (1] ST 272 1 T e O o T
Nogo-A A 143 J A= el ) =B 2%

2 Nogo-A ZEBMHD FEII R INEE

TR, Nogo-A 1 1163 ANZILFRLHL A AY 5 525 11, 61
1A 1 024N SEIRTRILA LI NS AR, 2 ~ 3 IES Y
BT LA Z5 AR (B 1) o Ferp 3SR doxl il g 2R A
HIVE TR &, B Nogo 22 Nogo-A-A20 FiINogo-A aa 846-861%%,

Nogo 22 & Nogo-A 3Ly 188 M JLFRFE AL , 6175 Nogo-
A24(55 966 ~ 989 i Z KL% L) Nogo-C39(55 1 125 ~1 163 1if
SRR EL) FI Nogo-66 (551 026 ~ 1 091 {3 S FEFRFE ) 34 A
B, Y] 5 NgR1 &5 G AR RT3 AN 23 fil & 1 (5 538 1, i
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7 : Nogo-A & H =4~ FE 454438 . Nogo 22 Nogo-A-A20 Fll
Nogo-A aa 846-861. (1)Nogo 22 = Ziff iz H: Nogo-66 25 14 35i{F
H ', 5 NgR1 45 &, J& il NgR1-P75"*-Lingo/TROY 1¥ NgR1/
PlexinA2/CRMP2 & £ 14 # 1% Rho-ROCK i #% , J# 1% LIMK =k
MLC; WL 7] 5 PirB 25 4 , 554 SHP-1/2 Jf- % 2 1k , 3 [7) 7% 1k
POSH, POSH 5 Shroom3 I LZK f#1¢ , 5331} 1% Rho-ROCK jili
6 N2 MKK 1 INKG# 6, 50454 5 4 i PI3K/Akt/mTOR 3 %, JL
Pl AR e A M A5l 28 P42 . (2)Nogo-A-A20 PAZEITE 2
ZEANFAM 15 SIPR2 5 AL FE B IAF AN BT 5
HSPG % J& i, 5t syndecan-3 il syndecan-4 45 & , fc & 1 B4 7%
Rho-ROCK i J# , il 5l 28 P4 . (3)Nogo-A aa 846-861 5
NgR1 %54 , i i NgR1-P75"™-Lingo/TROY 3 {iF LIMK/cofilin/
actin i 5, H 2 LS A A, 0400 Bl 98 B4R . STPR2:
sphingosine 1-phosphate receptor 2, ##f % B -1- T 2 % 1K 2;
syndecan-3/4: i 2 £, Bk JIT 2 85 11 Z2 4 HSPG 1] 5 5 5 Wi bt
NgR1-P75""*-Lingo/TROY: ¥ & It 5% {& ; NgR1/PlexinA2/
CRMP2 : 5 [ 57 {A ; PirB : Paired immunoglobulin-like receptor
B, % 4 % BR 2 1 RE Z 4K ; p-CREB : phospho-cAMP response
element binding, # B2 1k cAMP 2 )i JC 1 45 & 45 H ; GEF:
guanine nucleotide exchange factor, ' 2 W 4% 2 28 e K 5
LARG: leukemia-associated RhoGEF , Rho- = IZ ¥ 4% 1 R 22 e [A]
“F; MLC:myosin light chain, JJLEREE 15455 ; LIMK : LIM kinase,
LIM i} ; POSH : plenty of SH3s, SH3s &2 |1 ; Shroom3 : JIL5h
- JULBR 8 1 18 715 8 1 5 SHP-1/2: sre homology 2-containing
protein tyrosine phosphatasel/2, & 44 Src [E] R 2 (1955 F BE R R
% MR i ; LZK : leucine zipper kinase, 5% 2 FR 1 4% 4 Bl ; MKK
mitogen-activated protein kinase kinase , 24 Ui 1k 25 11 T4 AHAA T 5
JNK: c-Jun N-terminal kinas, c-Jun & & K ¥ 34 B ; PI3K:
phosphoinositide 3-kinases, i g Bt L B5 3- 4 A ; Akt: protein
kinase B, 7 22 R I fiff/4E [ 34 B ; mTOR : mammalian target of
rapamycin, W% 2 Bl
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4.1.1 Nogo-66 5 NgR1454  Nogo-66 5 NgR1 45424 il 15
% 5 A 1 e iR 12 2 — . Nogo-66 5 NgR1 454 J5 1 i
5 4L 27 /& NgR1-P75 ™ Lingo/TROY . 1] L3 st 115 1k 1 04 4%
TR s¢ 4 7, 0 Rho/ROCK/LIMK2/cofilin i f#% ; 1 7] LA
TRALIER B (R , (LBRER FIURCER , 52 W 0B 2R 2544, fif
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Fi% i SHP-1 .SHP-2, SHP-1/2 [ 5 SH3s ZJ% 25 (M B¢, E 1M
15 T UL - LR EE 185 25 R Rho-ROCK A -3 5, 411
A5 SR S R P B ARG , SE T i MR INKC 6, 317
Tl 28 A, Ak, Nogo-66 5 PirB 454 Jii i 1] 31 il PI3K/
Akt/mTOR i ™ 4 il 32 i 4l 2 FF 4= . BHLIBT PirB i1 Nogo-66
54, AU R H 2 B AR B RIME T . BN, LILRA3 i
it 5 Nogo-66 7 4 P45 & . NI LOTUS 3@ 1t 5 PirB v 41 45
B, T AT 55 Nogo-66 454 PirB A S UM £ 5 A= K Y
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SI1PRs & 7 ¥R 85 5 () G 2R FH A K 32 44, G055 5 A T Al .
SIPRI ~ SIPRS™ . FZAFTE T BN CNS JK 5T A 1 L 4k 14 240
T /N TR T AR B B R 28 G AN iz sl 20 KO R s
ZETHNA , 33K 3T3 BT 24 240 M R A 2/ I i R i 2878
ZF Nogo-A-A20 R A AR, A 1T i e T A0 itz 51 A 20
JLE AL DR o

S1PR2 /2 Nogo-A-A20 (W Ri-E M 1 32k, — % FELEE AT
SIPR2 4SS 407 A5, MUARJ5 E M, I D 16 480
PR, SR 2 A K i S B TR, BfR L il Gu TR AL
#5457, 5 Rho- 5 I M 1% 17 1R 3¢ # B F {8 1 JE A% Rho
GEF-LARG, ##7 GTPase RhoA , /i Rho-ROCK i (1) £ il 5%
PEES HIHSZ A R A o K STPR2 PR R s A1) FH i 751
FSIPR2 I Al B4 BERI 5 5, S dE il o8 PR AE ™
4.4 HSPGA~-F 9 4 5 dph1 4 A

fit R &, Bk 1T % 2& 11 2 #il (heparan sulfate proteoglycan,
HSPG) J&—Fid 5 T4 JE T 7% 28 25 K S Ml T8 sUR i 2850
TR SIS R Y Sz A . s IR A R A BY syndecan-3 I
syndecan-4 AT 3@ £ i R MBS L #F Nogo-A-A20 5 SIPR2 454,
1] FL 2 5 Nogo-A-A20 256, dE M 1% Rho-ROCK 3 I , #1l ]
PRS0 AR R A i SZ B 2 i P2 o

5 A Nogo A #E & &8 S M
5.1 Nogo ik #2564 o A

S A BE0 3 )5 8T FH Nogo PLIABH T Nogo B 4 ,
AITE—E R R 2 2k K RE ) Rz S DI RE e RERT 43
B REBU HE UA R ZE B A0 I B e D Re it
85, E—2PUESE , Nogo HUAME HI R IHAIL | 7558 75 Uiz sl 2k
e AT XHAT PSR A5 RS BN ZEY 7 X A8 R
TREARAT 2 s, T BB AT R AR LR, 720 FLAR
FRIZNEST s BE TSR 7 A B e SRR T 15
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A U e, nT RS i i 3 i T N R 2 A
fR i 32 M, Nogo HUARIATT & 245 A I 2 7 U7 R B BER
SR 5 VK I B A SR ) AL LR FH A T i B
XFFIF BRI I E] 258500 i Y22 R A% ARk (B Ao
JE S S B EA WRR IETT ) 58, T E— 2B 5T

B SERUESE T 1 Nogo itk 2 etk R At WA 7= it
5 PR A RIVE . HAG IEHE 2 1 Nogo HLiA AT RE 25 I 41 il
CNS T = A [ & M0 LB 28 ORG bf 43 240 S5 REAR 8
Nogo PTG BT AN T J308 , s/ 20 M RS AR LA KA i
JIE T JEE I 5 AN FEI T I A — B AR b AR B AR
341, Nogo HLiAify 7 Xk &2 Al 5 A AL P st 25 P A B st ik
295 5 AV IR [RIRR JE B S M i 7 A 22 57

H HEFXF Nogo HHL A SAm il 371 25 9l PRI L 225 457
J'€ . Nogo-AHLiAK ATI355 i) — 11l PRI 55 1 UK Nogo HLiA 2l
YIRSt 2 5 P 50 A omE AN D0 S e R 2 45
S5 R 2 BAT AR TR A2 P 38 8 9 i e R e
W2 E— R AT IR YT A BRI A . (B TSR
BEA /D RITF IO bR 28 S50 (14 SR B , ATT355 (997 R4t 75 T8 K
FEAS B 22 R0 BE A BE AL IR 50 Dt b — 2B AIE 52, ) — T 3
Z R 5 Nogo-A BiiA NG-101 F A VESEER 1 4 ~ 28 d BE T
TR0 WA A T, BRAh B AT —TiEE X Nogo-A
R AXER-204 1) W35 380 2o A 27 00 92 02 4k 1 1R Y 718
PESTREAR 7 R, 20 B 1 ) i 4 2 N A R e R 2 TR A B
BEOPAGYTR, WF 9T 2 S A, (S SRATE AR A A
5.2 Nogo #uik 5 H b7y X BA 5 )

H T 2B 5 e 28, 50— T Nogo-A 1T AN hE
SEA LI P, 5 H A AN T A R A B A 4
BERE . Fl0, Nogo-A Ptk 5 CSPG Y 4 fi B i1 B i ABC
(Chondroitinase ABC,, ChABC) I ] i i B FICAS [l A AL il i 128
BhZR A T M AR B ONS R AR S 4 SURIAT IR W E 107
A BE B0 5 ST BD 45 T Nogo-A Hi ka7 2 8,1 MG 4 T
ChABC 10 d,ChABCAYT 1 G P A FEE ISR e BT ik 2
@RI .,

Nogo-A FUIREE 532 25 1R 7 X 28 55 90 ] gt A5 d 22
X, IEFII TS Nogo-A 7K 41 11 F R, e ip 4o
ST 5 fil i Bz, AR 2 2T AT M I B e 0 SR 2 A
Nogo-A 7K {iff 5 48 (1 1 28 TC IR R iU (1 2 fi, [T Ak pfi 287
IR OSSR EIAE T MR B2 2100 o FEAA SN 3 , B2 ke
i 0 L Y BE A {8 FH Nogo-A B I AT 2 i 4 15 ¢ 32
seF ) iR R s A I . b e] O 32 Sl 2R 45 A Nogo-A
PR BPRE MR AL, FF R 45 e 20 2 kv 98P | X ek A 2 )
iCA RNz Sh U REA T BRI R o

6 4iE

Nogo-A # FI1FE K CNS il 2 4= K 1ty ZU ) K7, e ph 22
R SRR b kA B AR T, DT Nogo-A 2 1
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