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Strategy for elucidating the mechanism controlling
axonal regeneration and achieving enhanced axonal regeneration
after spinal cord injury
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1. 2X1)debrish DT B EEHE

Nogo—A, MAG, OMgp etc.

2. RSP OMBENETR

AVRAAFURBETOTA S A (CSPGs)
Semaphorin3A etc.

H1 FHEMERLPIEFERO= 21— 0 VEHTERLERORESENEROEEORME HIEMERICE I 284 il

FELE (R BEETF

FHAEREPEAERO = 2 — 0 VEHIRBAEOREER, TORNEZRORET L ELREREFRENS D, PiR
BRERCHFET B2 CHEREEETRATE, £, OBREHEITY  debris PELEETEBL4OITU Y
BEEAE L, QBEEHREARPCFETIELOMEAEED 2 2[CKAEN 3.

1. MEFETEREORAOTFHMNY

Ih o OEAMREREAT S LT, 0WTIRMERELE
FlHEETOLODA A =X AICET INEE2EHTH
CETEFLHRABLEFVELTHONATVWAON, %
HRFIEET (dorsal root ganglion ; DRG) @ == —o v
% M W 72 conditioning lesion model T& %. DRG
—a—w YO E LT, FHEMEEIC innervate LT
W R EI D & 5+ TEBEA O dorsal column
OfEET LW TRl L, 2 K0S DRG
MNICH 2HIFEP ST LTVE LV ANETF 6N 3
(F2). EHEFEVE, RKEfoihs (B) dEEED
MARE GV OILLT, PiRfilowms B GiEEE
OFARESEL, FUHEECHERT 2 2 20l%ROR
AREDEWVWE WD G, MBEREDO A H =X LETFNE
ET, FRCHERAREFVEL>TOIERD 1 >TH
5. I OICHIREWER, REAOMER (BEME)
SeicaEEINA figic, PRAlOFHED dorsal column
CHEEEINZ A&, EVEEEASEHAE LS WERAO

WROFECEEENICHEXSED L, INEI0R
ICB 50w 3 “conditioning lesion” OZhEE & T
Na60THsY (B2). EBE MEHALOA =24
2~ % ¢, conditioning lesion @ ic—F L TH|
RISHZEEERESESED oML EFANEHEBETE
fliciE AN TV WY, FREDF—<Th b
R AT B Y B 0 TAEYMENSIRBEEIE L Twv L
e, FRCERATHEELEFVEN STV D,

2. extrinsic factor & U TOEERFHEEER
FEZDLTFIVIRED X H = X LDEEEA

1) 2x VU debris PICEET SEHEBLEBERT

(v VEBEERE)
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ELTHE, Rh~fcind, BERD I =Y ~ debris
TicFEETIELAO I ) YEEERE S, BESEE
A AT A4 OMEARED 2 ol Kelan b
M, BiFEE LT, Nogo-A*¥, MAG*®, OMgp® 75 &
DM, BEELTCIVYFeAF U HBET e T4 7))
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ERZR B 4 (DEnhancement

L4 DRG (fHBa{A)

L5 DRG (#pa{%)

e /
Conditioning Lesion

4B R (HREiRE 1 ERMED

E2 BiREEH (DRG) =a1—0vIc$H!+3 conditioning lesion €5 /1
RIBMIZE (DRG) —2—0O v, (DPEMEKBUCEEEORLS 2 008%E () EE-TW3, =7,
() FWREEMA 24 VBEMATCLERE CREBIORE) 12#8E%£MZ TH < (conditioning lesion) Zic Ly
HHEBROEH dorsal column (FIREIOF) CHITEZFENMMBESNG, &\ 28CENTHREED A

NoRLERANBLTHEECERLERTH S,

A1 » (CSPGs)” +° Semaphorin3A*® 73 & @4y T-HiE
EenTEi (B1). ARicBLTE, TAsioL
TOEMZEEORIROIME L, FIZET 55, pido
Nogo-A*¥, MAG"®, OMgp® @ 343113, AZHELE
HOHF, #ELEBLESFTHOEMNS, LB
L7 % —, Nogo Receptor'” IT ligand & L TiE&S
BUCIOEDHA ST &N, #F O coreceptor & L T[EIE
ENFp7E'®, TROY™'™, LINGO-1"® #1 ¥ %@ T,
PSR (ME) HEO v 7 F L EMBEFNICEE L TT
CEWH =2 (B3) BFFsNILEIS, TR
SORFD/ v 7 To b=y 2EHACLEEEGEE 7L
IZB T L HFEOHERETHLUIUOLE, £< 0%
EEOEESEE -7, LH LS, NogoA™,
Nogo-Receptor®™®”, p75 D/ v 72 7% v 2 &
ELT, NSO YT IVEERICHES T 35 THO WL
FTHO/ w7722 B0TE (ISR
ERISRIL B LI BERLEET 2 b ODERMITZ)
s nBoRsiiZoEERED ST, <
N OFED S, HEMEPOMIEARE L LT o
BAMHERAT OB = 2 — 7 v o320 ® intrinsic
ARAED # = X L DFFIAE W > 12N, BIEORF
FEOFLEBITL22o68 5.

2) EESEEEEETORTEAEERT

FRC R R AR A RRAR R T C TR T A iRs A &
L CoOERMTMEFEEETRTO 5 5, &) 7RHEH
TR 4 5 CSPGs IcBA L i3, = ofgermiE s
# 5 3#H| (chondroitinase-ABC) Iz & 2 fl| 22 AL (2

DRI T AHMEPEYH E LT, RHELHEYT 2
NFELTOEREEICET A4 LRENIhETICL
B E N THA S, I fibroblast (BREESEAE) 1=k B
RHEAARE T ICTEAC 9 2 Semaphorin3A cBd<d 3 @R D
WEICRL T, ChE Tl @R N TR, - /-
(F3).

475, Semaphorin3A #HFEIIBEHE O lE A
ZHEST 2401 E UTEEQEEESE: LT 2 a/iekt
ELTHEHBERICERES A THLHSY, Semaphorin3A
DSy TTI T RDEIMEOGZGE L EMFERE D,
TNEEEMNGEAT 2 WS akshTkinm -7z
CTHA FREWIL 27 ) — = 712 £ Y Semaphorin
BA ST BHETEIE B & ORI 0 R 5 S O SR,
SM-216289 % Bd% L, Semaphorin3A O JHEHOH
BEPY I 3500 21 BICBd A 3PS Y Pu—Fio b B
JRIA 25 A 72 £ fER, SM-216289 510k v
FAHREEO, BESck Y AihEHE (R, BE
DY 27 CHIEE O migration O{EHE & A SIC
T ARMEEN ORI O R, BETicET s TR
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Plexin—A

N R ELEEEE

E3 SDIERERCHEIZIHMEFTLE (BE) BEERFO LT FIIEEEE
1Y VEEEAED DS Nogo-A, MAG, OMgp @ 3 #4F I3, EEZEVWHCESLE(EL34FTHY 4b'D,
#£BoL 74—, Nogo Receptor I ligand & LTHS L, O co-receptor & L TRIEE#17= p75, TROY,
LINGO-1 5 &%#BU T, #MREBERFTOL 7 HILEHBAICEEL T,

SEBEENCHEE ST ESEFRIEI AT TICRRES
NTWRWE, FhAFhoSgFusnFhoEfhcEE
HEEERZL TV b &E—HcRRRAshTED,
choaxafErica y o — T 5 LS N FEAERT
BEM, BRI BOHIREEAE L DES
BHFEEOD12THBELEALNS,

3. Za1—0OOMEM® intrinsic 7 growth

ability O H{E##EDREER

—%, =a2—uovOiZEAlo intrinsic 12 {EEFEO )
HEB ORI E v EiKB VTR, &Rl DRG i
17 5 conditioning lesion @ ¥ 27 &Y (H2) %=F|H
TEHICLD, o OEEEVHESH SN TS .
FO12&LT, MWENO cAMP @ level % ER & &
AEW LD, extrinsic WEFREAEMZERFTOIER % H
BT B5EMNOUETH Y, 7/, DRG WIT in vivo T
cAMF 2F A4 3FiC LD, conditioning lesion O%f
BV mimic M TH 2EBRL EDBWME SN THEALY. £
7o, WA OBHREERORT, JAK2/STAT3 %O

pathway #5, DRG = a2 — 0 v io L CAFESREEF
SELHREINTERTVE™. DRG KB % condi-
tioning lesion @ ¥ 2 7 AV R L1z & 5 L EHEE
FIELT, "f4707 LA REERH VAT ) —=v 7
biIRFEREBLTTbOTEY, BMEFELHMET 2
intrinsic & # # = X & B89 5 5 AW ERIFIA I,
a7 7o —FhoBATRETVS,

SHROBRE - RE

iz bt {, EFHIHOBAPIREERD = 2 —
o v ORI FEMERO = 2 — o ryoifiF&ic kL TH
HERRIZZ L WS, NS OaFHUETHIERE %+ /R
T 5F 3, FHEESOPIRHEROEERIS, L0E
WiROBEEAE A n IRy TEENHRE0 1 T
b, ABTRER IS CESAET Y TTlEL TH.
MAAFRILEZENH S, extrinsic TIZEFEHER
T-OHEEDRE & intrinsic WEEEO{EEE Fh TN
BAFEREMEL B, BnMsizEESED SR

— 194 —



& ¢ BRI O AREA & MR A (R

frEWAIHE LS, IO LKEB AT o —
Fh S OEIRFAEERKROMFHE V- oAb, Bk
KRB AL S REETH S, T, BEROEE
DO#EY) 75 % wiring OHIFORIE bR THEHERRE S
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BT T, BEA T 7o —F « HED S ORI
REKTIHRAE, TOULTVWBEHTH 5.
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