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(N B2 B A dy R e, N 325035, 23 M B 27 e i B2 272 e, il o 325035)

BE  AHIREANZTA G AR

MEGRMT, LRGP ERARAL, @

FARAYZ RGN Rk T I, LRI ZEAERBANEZ SHBA L AT, QA ERF (I
I IRBEBR IR S (CAMP) K- ) Fa s £ B E (dm IS R . R EHRR FhmB T5). ZX 1
BT ISP ) A 2 B 0 W AR RSN AR B & 64 T AL AT 4R34,

KA

1 318

TEAN A ph 4505 J5, H Rl 59852 b 22 [y Wallerian
A5 P (Wallerian degeneration, WD), %l 5 Fl & 4 fi7 4=
VIR bR RN, b ph & i AR S i A 4 A
e A0 5 =55 P 0 R T S AR R 2 R A, [
Z 5B EAERTE o SULEIN, w5 ST AR
Az HAT, BFFEE B 304 S B0 I s s o B
5 NI DA B 52 A i 4 i TR I S R MRS A ) [ A
FH, 00 v 28 728, AH PR AR UG AR 5 T AR Ak 1)
WM, A R 2 O ReaE 2ot B BHAE K, (g
LE 4N ] f# 28 2 %5 (peripheral nervous system, PNS)Fll
FRX # 4° 2% i (central nervous system, CNS) 1 5/,
I o MR P AR A G R PR 25 s B Ah S el
ARG, fEAZ T A B A KR I EE . R AR
B o 3 ) DR R Al RS B 2 1 L R E R,
03 (PR B T A

AL FER AP T AR R, AR A G4
TR R BT FUE R AT 450

2 NEHEBERNRNERR

A JE A 28 P A — T (PR 2 A0 A A 2 B A
REME M2 o) A S A KR ), DL HpH £ 5 (dor-
sal root ganglion, DRG)H] 4% &4 £ 0 A Hl . AR
FZE 5 41 i (dorsal root ganglion neuron, DRGN) & {f
AR TC. AR R — R R 5T, Bl S TR L
RATFIE )53 3 — SN PG SCIC A0 i B
SE S, S5 nE B AR g B
FEGE) o R 43 1) H K 58 2% b0 0 N Bl AR AT 1
BB A5, 085 S R 2 B A I E 75 I )
JE R M. EAR B AR IR VDRGNEE T i £ AR ZE L,

AR A cAMP; SR JIAPIE AR 11 A28 RN 1 e R AR

{HAEAR N, DRGNIATE b 58 o (7] — Ji A4 A 1)
R SR S ] R RS 401497 1R B B 0 2 S8 AN 1)«
RIS 03 i e A AR, R DRE, (P R ENAS
A8 o X P25 98 B R DX 2 BEAE T e A1 BT AR (R 3R 355
24 TRoRR ST A A R AR IS, TR R REAE AT
HE MR T, P AR RN e s A X 8, X
TN 52 M R Ay 2% A4 A1 ) 9 A% (conditioning periph-
eral lesion)*?,

AR I DRGNR il 52 A 52 1 30 AH S0 £
(myelin-associated glycoprotein, MAG) A i i (my-
elin) (Y4, AE 24 J8 [ 5 A 55 9% 1 2 454, DRGN
EMAGHmyelinff /& & G818 K H 58 &2 .
PR A5G 352 BHDRG J [ 5 4510 AT BUE P4 70 A
SRR RE ST oo B AR A SCHI ) 7 E R
JAl B 5453 =2 an Ao A 42 oo A S AR K RE I I 2
AN [i) SI2 56 25 O e I A ) A 8 45140 2 )i A LN
IR 1 (cyclic adenosine monophosphate, cAMP)
TR T E . KcAMPR) ALY XU T WE-A0 135 2 0 7
(dibutyryl-cAMP, dB-cAMP)J¥: 4§} A 52 #f f{)DRGN
W, BEE O M2 ot A 5 AR KR D), JFEEDRG
WX IR 5 P A . TR BRI R, TS 9 dB-
cAMP, B FEMAGAELE K1 00 45 B fie 12 55 77 1
DRGJA [ R AR . I WF TR I, R BERT (2 1k 4k
JARRER (R AR, TP AR v] gt 2 d i £2 = 2 i
PRZE T 1) M S cAMP ) 7K~ SIEI BT 3R, H

Wk H : 2011-03-06 $E52 H 91 2011-05-11

TN 22 5 ARHE BT H (No.WYZ201001002) 3 M 15 2 52 J3
B34 (No.QTI09013) WiVLA U E [T 24 (No.Y200906728) FIWIHL A H
SRR IS (N0.Y2110364, No.Y2110242) % B35 H .
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X1 A AT Ah R 2 B i A e 2 5, g
T L2 N cAMPZK Y- Jolad i 2 oo B & AR KD
(B AN A o

cAMPIH i) 55 1 ¥ B A(protein kinaseA, PKA)
EAE L, I HIPKA R & P fE BH BT 4% 11 95 22 5 A2 1)
I A 28 G AEMAG B myelin L ) #f 46 58 k2 2F KB,
PKA W] i 38 2o 41 i Rhov® P4 1 775 40 i 1 22, & 2k b
SELEAR, cAMPFIPKAXS P A5 IR HI 52 e 5k K 1

HM IR 2GR S R s S cAMPK T, R A8 e N PR AL K g

YT, 32 EE I cAMP 2 W JG A 45 A HR 1 (CAMP re-
sponse element binding protein, CREB)K sZ 8., ¥ %
CREB it v JI il 5 A= A BE 8 g AR S0 4, OF
PERELEAR TP AR 5 AEP (1), Epac I W] AE —
Tl ARG T PK A 1M 45 c AMPIOE IR (5 5 .

Wi Epac ] fig HEDRGNH 5 1 1<, JF B fie 1t 7 il 98
i A 4 FE 4. RNALT-$EEpac# ik, fediifcAMP
MR . AR FR B Epac, W5 | #5442

o CAMP T S FPKA: Uy i, PKAH T CREBZ; 3k A ik

518 W Aharginase I AR RIE N M FE 111, arginase M1k 2 W2 A o3 —J5 T, FEHPKAFIHIMAG simyelin 2 Rhoif fk, e HEFHLE 11
o cAMPE TR AE LIHIL-6, ML STAT3, 15 G gap-43% FFAE MR K 120K o RO, SRR 75T - Jun e S5 IR AR ) 52 AT R DR

L3k, Wl tnintegrin a7B1. cd44fgalanin. H4E CHR[431M06E 241504 .

Peripheral nerve injury and electrical stimulation elevates intracellular cAMP levels. Activation of PKA by cAMP triggers gene expression through

CREB, resulting in transcriptional upregulation of regeneration-related genes such as arginase I. Arginase I promotes the synthesis of polyamines. Ac-

tivation of PKA also inhibits Rho antagonizing MAG or myelin-induced Rho activation and inhibition of neurite growth. Elevated cAMP levels also

upregulate /L-6, which, through STAT3, induces regeneration-related genes such as gap-43. Peripheral injury additionally induces c-Jun transcription

factor-dependent regeneration-related gene expression such as integrin a7f1~ cd44 and galanin. Adapted from the reference [43].

Bl SR RISE L T AEE KR

S SEN

Fig.1 Signaling pathways for activation of intrinsic growth capacity by peripheral nerve injury or electrical stimulation
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KAHEH ), X HcAMPYE R AHZEML. Ak, Epactt ifd
TTCAMPIKH P A5 ALK T i T — AN EE
fo s, 5 SRS 1 4 A T T 5
T,

A JE Ff 8 3505 A8 e s KA A L e 2 2R
MRIL . 252 A RS 2 R B 1(Arginase 1) {14h
JAH107 5 il i cAMPRIPKA R i 1. 3 Rk Argi-
nase THETH 534 58 A4 K - MAG Hmyelin (#4111 25 3,
BELIKT 22 it &5 B RE AEMAG fllmyelin {7 4E R 1 ilcAMP
YRR IER . 2RSSt — P FMeE
P A e H e 5 DR P 2k B R Ve 48 4
M BERh AT AP T 4b, AP 22 4045
7 Fo-Jun, ZAFERBR NG T e-Junlf1 R IE, &%
RANE T AERE )W FEc-Junifi BRI/ R, PR
TREIT 5y ¥, WS Fa7Bl. CD44FTH N JIK
(galanin) =& 1) A2 B2 21 7 E1 52 U (1) .

PIZETT H B A KRR T OS2 il H Pimyelin
FH OGP 2 1 A i, 35 B i 2 50 58 imyelinAH
Ko F IR, ek Sk AR K (R AP R #l 28 15
A (R )2k 52 B . MAGE{myelin4h 4 Nogos% 14
(Ngr)-p75H(p758™) & & #), WiGRho. Rhoifl i 5%
M Rho4H 2% % i (Rho-associated kinase, ROCK)F H:
Lol N O s O 1 R D= e SO B L E2E KT
& 1 cAMPT} i g F IR ho, I35 FimyelinkH 5 40141
7> 7 X RhofR GE (K1) I3 4h, #4278 Hmyelintf]
KAMEN 3 FAHEAE R, vIBGEGIE H, JHIR R A
{1t i (adenylate cyclase, AC), #ik/b il HcAMP., 4
PR S5 A PE R A7 T i 4H L N cAMPZK S, M 45 L
MAGEmyelin5 [ ;iL [FJcAMP £ .

H1 T DRGN &5 Kk ik, 40 A2 2B 1 RE ) 2
TG OUR, BEAS TR A R S AR R AR K g
BRI XA 28 22 40 i 2 cAMP /K- T i 2 75 BE TG
P Te B B KB AN . AT I R, $2
e AL PR B A 28 74 41 i P9 cAMPZK S I AN AR A AL 3F
NARREN, SR, EBE S api A, 5 cAMP
BITCVEIEH A K B8 M 28 70 A2 X R 5 Ak e
PEFFAEMY S AEAFRT R A, 15 dB-cAMP 42 iz 72
PP 28 TO (B AT REIS ) 4 T0) 2 15 Re W 0
270 A5 KR IR 05 J5 A BE AN IR AR 2

PHEE 0 H 5 A K Be T B0 Re % 12 = 1 AR e
I3, ATy R R P AR PR A O TR 0 1R A B R iy
S 1) DAL - (Re A A A il S8 S IE A A 1) 79 48) . TS

& ] BEMORE T A0 M P S5 A RN AR R Al R TE TR A
LVERGIN IR 7o B Syt rp A2 R 48 rp AT R 2
Zouhens B AL, KRR TIA SR IA
[l JRASRA A RE T 1A 270 T e AMPZKF- T
e T SE AR L ) T REVE 124, RXARR T AT A S
PEACHE ) IR 58 PR T Hh 20 D RE -4 A B AT AR
HE

3 NEAMEBAERNINMEER
3.1 ZHAESNELTR

MR RS IR E RGAEEi R EARAE
IRRZE . RSN KRG, =5 40 A2 4 %
(100 Ji8 ST 240 e, /6, 2 J) ) 5 T B A, T I 8 1)
o fErP AR PR R, SETI o0 4 0, 25 TP AR 5
TE RCRE R, (H IR TE R ZE I, TPk R G4
At L REAG R A 5055 DE i myelinAH Sl 14
Iy TR BE IR (glial scar). TPAKAIE R, BB
JE 5T A0 I J I BT, T A A0 A A 48 2R 4 v JT
Ao EARTTAK 4 R G N omyelinkf ¢ 410 4] X 1,
WMAG. /DS 40 i il 5585 55 11 (oligodendrocyte
myelin glycoprotein, OMG) 2 iX %% £ ][] 5 /A Ngr .
p75NTREE ERRELEAN AN R R R IE . (H S AR
KRGS, #1015 A2 R gerh 55 4 i
R I T L DA T V5 I B AR Ay, ) 5 T 4 i
e 220 AL R fmyelingl (R . XM 5 A
[F) (4] JR3 08 Js2 2 2 4 Jo A 8 T2 e ) A v PR — 2 A
% . Nogo-AJ& —FmyelinAH ¢ 0 & (1, HAEH
WA RGRIK, TIEAEANAMAE RGP RIS, W
FER MW, 762 HE4H i vh % 5 Nogo-A 1) 4% 5k K 22 B,
TEAN PR ZE 5107 5 S AN 28 P A2 52 BRUST

TEAN PP R GE T, A0 M AR 5T 1 ) S kG
T H (laminin) 75 56 5 F1 52 457 1R 28 v 4 R B 6
KU ARG IR SR R R E R B AR AR SR A
SGERAK P REELERE, HERERAYLZ R
BUIE 55 N 2 A 8 P AR T L T . AN IR R R I
HE IS A, BERGE S 2 (a2Bly )RR
18 (adBlyl) fEAME A AP LN RIS, Fb)E
PREF b X 8 R W B R IE, SR R
B AN pE R B AR . AgiusHl
Cochard"™ ) — A& NI & S 56 (0 45 R 8K, 02-2
R HE FVBE ARy e PE TR BEA ) AP 2 SR 22
IR PP 2 SR ARy 1- R I 8 AR AP
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B/ B, 25 R A e A iy 1- 2R I8 B T BE, K
03 2R I B R AN R SRk, 1 AR AR B AR B
FE R, SRS AR AR . IR TR
R R R R 1 20 S i, T 6k DRI B
bl S5 R A M D e 2 B W W . DRIk, RS A
1] B O L A R T AR ) I R SRR
TR VE R, Sy & LR VE L, A ARl e i
DA R T R s AR

AN JEIFRE ZR 48 2R % B 1 2 AR O B 2 (in-
tegrin) FI L’ 72 A K & A 2 i (dystroglycan). 5 )2
KRB A S S BT, RS R A2 A
JARRE 52 45038 B A 28 T8 1R AR P A R 2l 5[] it
FIK . AEHEE ZaT (integrin a7) 3 R4/ B (a7 B1
ERG RN MR, Hizahph & ek R K
AR FEAR AT vh, IR BE JE AL Bl
21 4t 1 H (fibronectin) /F 4 JIEA) 55 7% K BDRG, thH2E
2~3 K [DRGHI £ 58k B AT s KA K g ), 1Al
[F 454 T oK | A2 IFDRG LT 3 A7 iX g
TR R B IR R R, Y A B P ph 48 T ) R
B3R EK PR B T E M A TR I, AR
A K A 5 2 AR, A, A DRGNH
A ol FIK GE 2 1E i 28 56 A ) ) A
1% % 2 (inhibitory chondroitin sulfate proteoglycans,
CSPGs, —Fft A 41 28 22 ¢ v 15 fisg e IR AR K
JE R IE R ARG L Z S )R EA K. g
A B Fdystroglycan 5 J2 Rl 81 2455, TR LS
HE 411 A 5 58 5 1Y) 32 382 1%ty » DystroglycanZ 5 |
I 41 B AP 2 b5 5 JEC IS PR RY A D, T2 5 I 40 e
HE AL RS Sy 4h, B FRalphaOth REAE Ul 22 FE
&, HBUBME AR A K. SO R
W], 2 EAEAN R (418 2 Rab11/Rabf5 5 & H )
WY, PRk, mTLAIE R i ¥ Rab11/Rabfi¢ falpha9/p1
Wiz, N et e igArty, Bz, REREES
FERILAE HA 702 TR, A P02 e B Re s e
JIki# G CSPGsZ ZE KA X 1R 52 00 o

JERTE N g A R R R T AR
BERRZ AR ) DI Re S, RSN el N i R bl R
FEEEAE . RGBSR S e & o/ R R I B R

SR AT e A 24 12 (poly-D-lysine, PDL)ACH ) 5% 141

KM ERER, Mo ZRER A ER
B RRANSER  HT2RG 3% R O e R VLI 3 - S
(phosphoinositide 3-kinase, PI3K), Zk 1fij i5 5 fif 45 58

e R AE A DLk S 5, DA PIBK/AK T/GSK-3p
FEAARSNTETE il AT B Y, 3 K AKT )
Pleckstrin [m] Y 45 F 3 B bR b 28 61.29¢ 6 27 1 (AKT-
PH-GFP), Menager<5*J I 71 4 48 560 4 i J2 il
WA, B8R LR PI3K . K % A AKT-PH-GFP
(RN E 0 5 A R A B ) beadsIL R FR 10,
JUHR K AKT-PH-GFP#512 42 53 i b5 R 1 1 42
fiukt D3R, ALy R R 3 B el i S g L3O LA L
BT R R SO TR o Sl il b & ESPW I Ay 3 2
S 5 JZRE B 1 8 M beadsHE A I, X AR A6 58
A2 PR E A, 5 MR R E R A R ph
SEHEC ) 245 1 SE A . PI3K I 7 G BHLWT )24 0% &
15 | S (R AK T-PH-GFP 5§ £ FIL A 28 58 1) 4L {1, X
Wi A =338 2 R I B R PIBKAS 5 15 S 4 S8 4t
BRI 58 1) 434k, . PTEN(phosphatase and tensin ho-
molog deleted on chromosome 10) 2 A Y5 P PI3K 1) 4
HIF . BT & B, PTENZ L T e ik, o
Bv FHAERBR AT AN B ARFI{E AR SR 3R
WP TEN IS P g 2 3k 40 i 45107 i i 20 A K0,
Pren )5 R BR300 W, mibRprents R e A2 12E
SR R 8 AR R,

JER IR A A R A SR G R AT
FECPI3K ) B R A0 RS, AR TS AK T WAL S 1
AKT R LR AL - GSK-3B A5 M, L fih & 41
M B G R TAE REEfh. SR
R FEL BT P 0 i 00 ) = R0 3 2 1 5 R I el 8 S
SEART IR W T R R 34 R 0 48 Sk S i ) AR
RA] e T I 45 3 2 AR DL K PIBK/AK TR 5 38 %
XA o 0 B R A U T o 4 £ 1 U R IR A 22 0 A
PERYEENT, DRI R 3 B 1 Al 2 P A R A T
TRAF () 40 MR AR R AR 5 IR AR
32 HEERETF

PRE 8 R 1 AE A 32 40 5 AP 2 JC A7 s
EE AR, R e T A0, R BRI
PR A e AT ARSMIEIT 7R, P 7R
F e tn 28 4= K K F (nerve growth factor, NGF). i
288 F7 1N 13 (neurotrophin 3, NT-3) A1 i Ji 1 1 28
7% X ¥ (brain-derived neurotrophic factor, BDNF), fig
I PR AT A0 AR A AR T AR ek SR AR K, X
LOE IR IR 1A AR KHE SR S O I A U PIBK . )R
S (M PI3K R AL I I GSK-3BE 1, -3 1oL i
T RREE G AR R A K
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P28 IR T e 3 il 52 2R K P 5 2 R
H AP AN H T I ANTE W A AE
EH . =52 1, NGF{i #EDRGN ) 582 A K AR i T
JERREE A, AAEIE I EIL LA WL RS
RRE Y, PG IR N 1 8RR S s A I
X PR S I A KA AT PRI

A0 JE AR #8547 456 4 228 3% DR 7 WINGF
FIBDNF[#) 4 15 Ft 51, H HAE fh 48 7328 v i AR
FH AN BHARCY . 75 52 495 DX AT AR 77 S BDNF U6 12
PESZ R A 2 B AR A (R HEAE L, 0 Sl 2 52 45 %)
TEAET . BRI, &7 BDNFAE Sk B fh 2 52 43
FECARY e R 2 T AR, A e A R R AR
I 208 7 DR 1 PR 5 (R a0 2 58 S e A2 3 s ARARL )
M AAE S 4R, LEANERRZ A5 I, 40 AP L 2R 1
FIPR 288 F7 DR IR 1 P 20 R0 B Aly, AT (i a4
5 & A1 JE ol 28 B AR B KAk, S AR 2208 5%
A7 S M 2 B R X P [RIREIR, 2B Sz —
Tl 22755 5% DR -t 2 el LA o 2078 5% R o 4 M 4
FEE A, B, @RI — Mg R E N
()2 R AT B AN 2 W3 s i o S i IR T2
3.3 HpEF

4 2% -6(interleukin-6, IL-6)/&—Ff 5 4p i ph £
PRSI BB IN 1 I8 sh & e S 1 DT ),
05618 Bl P2 2T 4 (1) AR PR 2 41 i Y IL-6 mRNAFK A
AR, DRGNH A5 1 43 A4 ift 22 5% 451 Ji5 Wallerian
A PEIX NIL-6 mRNAR AW LB, IL-674 41 & if
287 AR I IR 1R F OBl UE S, IL-635E DAL R Bk 1R 304

bl H B e 1, LS 47 i i o 8 1) A 4
4RSI |

1E 4 1E P 95 A8 MdB-cAMPY4 J7 Ji IDRGN Y
IL-6 35 FH P, A4 TS £ 5246 7R, DRGNP
IL-63:d 3 75 fie 152 40 A Ji] 2% A 7R 95 A2 FIcAMPX #if
ST IL-64F F AT % s 4, (A T
cAMP. SR, IL-64H K K AT 52 cAMP Y 4% 14 P4 955
5T T FHITIL-6/5 5 A 52N cAMP b flkmyelin
F0H 9 B A FH, TL-6H D% 5 DR R o3k /I BRURE 4% 1 295
AR ) [ N 5 B AR RN OG22 50, IL-6 7] fEJ& T cAMP
MW MG T AR, SRR L e SRR HIL-6F
AT, IXELAE G At 2z (A ] DU IAREEDS b 4b, Bl
1 B RIL-6 2 5 il 28 P A 2 00 o 1 777 5 HE 40 e g
RAGZe T3 FAE A M AR 5405 T 1 40D
F A& A I $0  K] f- (leukemia inhibitory factor,

LIF). LIFSIL-64H1T, 6 ¥ Dh RE i) 52 (A AL 5
IL-647 & . 7EDRGHLIFfE 4 10 ) #0243 Jdnr pf
2 TCHAR, H 5 T M A B A A DG B JE PR IAPY . wif
FERWILIFFR /N B2 B2 IR A0 F i 22 1 AR e
PR

{5 5% S 5 8 535 1 & (1 3(signal transducer
and activator of transcription 3, STAT3) & 4 J& #1 £5 Fif
Az HIL-6 AILIFAS 5 4 P AR — T s A 1o il
L5 32 X BIL-6 M LIFRIA, A5 %5 H T
SZARGES JE G Janus 1§ (Janus kinase, JAK), JAK
Ak WEIR AL STAT3M, IR AL I STAT3(p-STAT3) M
A DI ) Bz A A, JFRE NG iR, WOE A
FEAEAH OGO EE JE [N, A= KOG R F143(growth-
associated protein 43, gap-43). S100F1pmp223L K [1)
RIEW . Star3 Z6AFVERER /N BUIBE ST 7R STAT3 %}
ZANIB BN A LR TC I A7 TG A2 20 1), AR H 6 A J
2 BAAAE T M AR T

4 SEFNREE

A1 Ao 26 0y G A £ ko P AR TR e T S AN AE
PRI T E SR KA LR . Hor 4
i o 25 B2 45 5 1 I P cAMIP /K - T 235 7 s o 28
TGS KR RS EAE . RATITI S b
R IX B S R AR AR A B SR PR A O, Hh i 28
P T T e % 5 1 S cAMPRISTE #1270 F 5 78 K
fie 1, MIL-6JEcAMPYS S3g f2rf RN R 7o 7
HhJE AR T A D AT (R 6 4 RIAE G5 5 4k
3 4 30 3o PR A2 A R T BB R AT o A1)
B SR AR Y THEAT T g, WL

Ak 2 0FE A2 7 T TR T 9040 56 3 75 rh A
2% A G W T (L HE R S GEAR J THT, SRT, R S
DIF R > T UL R I . 2R M i T2
IR BRI, VBT S 0 e T
SEOERE, W AR RE . ThAEE R A BL
TIF 5 2 A i 4o 20 7 2B A5k — AN B (BT 90 7 17D
TR TE 1 5 KRG T IOAR 64 T4 H A el H ke
¥, T2 BEL T c AMPYR) T 25 BPKCA 1K 375 1 2 75 it
SRR SR (R P 2R 2 A L 5 Bl T 72 1 437 WL £ 1
W2 75 i Ay PO o 28 T A S0 2 2 N FES SR 3l
i A RN AR RN T LR, BRATTI R
AR e
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Table 1 Factors affect the peripheral regeneration

PALISES BRSNS fERNSE S5O
Effect factors In vitro In vivo References
Second messengers

cAMP + + [5-6,14]
Transcription factors

CREB + [9]

c-Jun + [12]
STAT3 + [38]
Kinases

PKA + (6]
Arginase [ [10]

PI3 kinase [23-24]
PTEN - [25-26]
ECMs

Nogo-A - [15]
Laminin + + [16-17]
Integrin + [16,19,21]
Dystroglycan + [20]
Neurotrophic factors

BDNF + +/- [28,30-32]
NGF + [28-31]
NT-3 + [28,30-31]
Cytokines

IL-6 + [33-35,37]
LIF + [38-39]
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Molecular Mechanism of Peripheral Regeneration

Hong Dan', Jin Haiying', Zhu Yajing', Wang Fang', Wang Ying'*, Huang Zhihui**
('School of Life Sciences, Wenzhou Medical College, Wenzhou 325035, China; 2School of Basic Medicine,
Wenzhou Medical College, Wenzhou 325035, China)

Abstract Peripheral nerves regenerate spontaneously after injury because of a permissive environment
and activation of the intrinsic growth capacity of neurons, whereas the central nervous system usually can not re-
generate. Growth capacity of injury neurons are activated by intrinsic factors such as cyclic adenosine monophos-
phate (cAMP), and extrinsic factors such as extracellular matrix, neurotrophins and cytokines. Here, we review the
current understanding of peripheral axon regeneration and focus on intrinsic and extrinsic factors for axon regenera-
tion.
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