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ﬁ[ﬁlﬂ‘]ﬁfﬂ‘fﬂ:%fﬁ ':F‘*[Z?Eﬁgé,%ﬁ(cenlral nervous system,
CNS) YT 2525 1 D RETE S 76 18 ML A SRS AL T )
EHIPEY . BT CNSEZS R F R I s P A D RE B A 2%
P, AR AT 8 2 ™ T ) S RE A, 5 0 6 1) A A TR
o F 1930 4F Bethe 4/ H i (19 ] Sk BLE LK i i) ol 28 1
HESAEN  5 JF AUA D RE A AL 5T 9 — D ELEE T 1],
—ERAMIRIEM AR . FERIA LR AR RS e 12 8y 7
ARy — i B 5 A7 367 it 403 14 2, C ol 1o
R T8 ELA iz Sl Zh AN E RS 0 i 85 iz s 2 eE , 1 HL
X2 GCACRE WA W B GE , BTACE . Rz s Tk
XI5 Ly BE 2R R WA B AL i AN 09 A, DN IR s ik
X ) R EE 2 (A P B AR 26 207 HILAR 8 28 1 2 i i 468 473
IRITORTEP IR o A SO AR A 37 X ik D REFE 2
9> T HLRIIE T — (AT 2 R Ziadt , LU I RS TR i
Hip.

1 EHFESSFRERMIIGEES

Jii 1) S T SRR S A5 4 I AL D BE A A2 ) AL
i, — B AN RTE S MM G S 3 s sy ke A
A5 3 J AL LR S BBV A ) B RR A T B H AT )12 1k
FATF IR B LATEXS TP Z (A 6 R B AR . ARk
— LSRR i8S TR R A e A 22 R LM 22 P
A B SR R Ay T B DA T A2 A £ R 1 2 L
MR S AL I REME o DUHIE 2 1 g A O IR X fil
THRE T AR (520 B AR RIBIL , LA KGE Sl 7 100 i D g o 9
FHSRIH TR 2, BEREHE B FAT T3 /K-F- LRz 37
LS REE KR

2 EFTES NI EERE XN EERFIER

A 6T IR ) R SR DA B A 1K B M U RE A LB Tk
AT AR 5 Ak P9 BT B B L , AT A2 Sl 7 0 %o fiki K1
HIBRI o
2.1 iZ2EhI7IL 55l E (Synaptophysin,Syp)

Syp J&—Fl 3T it A 38KDa (545 G MR 11, & 0 45
T 2R A ) S M AT 290 L, R Ry 2 M i JBE ) A e PR A A5

Tkms k!

Yyo &SI MMIE AT 5, A e A AT v S e Sl 4
220 AN I 22 e B M fih 4 HE ) — PP R SRS . A
T ORI SE R B , A KRR B IR ARG A R 2 2T
TCIIRE R R B EH 25 F) A A 9 A 2R L Xk BREHLR B 22, 60
IR B 5 O ik AR R B 5 Ml A 3o Y mT I O
BB RES AL HERLIR ] iz shRE 4R . WHFRSRI &
158 30 32 21 BE W 1 N 1E 6 IUAE R B/ NI SR AR B Tt K% 1)
ARGEHE 1 Syp FS5AE A9 E , A 0 | rp 25 5 B2 1Y)
HL 512 SIRERS (e T Syp RIK AT, LA, Seo ST K
LI Sl 7B AN DR DI SR AR e e 1l > 3R B BT DX,
A3 T R ik ) Syp RiE TR o X3 FLE gl
PRI ZRRE S i HE R ) AT SRR AR A7 A TR
iz SHRERITRAL o

2.2 iz YT S RUE A S B 1 -2 (Microtubule—associated
protein—2, MAP-2)

MAP-2 AU R ) St Sl AT, 78 i v vk B AR o
FAZE, M aE B o P MAP-2 76 4 28 U 28 A K v &
AR PR AT A 220 R AR A A KFR G . Mondello
SO 3 b A R PN A 7 R LT MAP-2 & i, LUR AR L
WrEF 4 R e i 3% (Glasgow Outcome Scale Extended, GOSE)
AR D) g i (Levels of Cognitive Functioning Scale,
LCFS) P53 45 H J B & AAAE A AHOGHE | LI MAP-2 5 it
e B AR R T B K BRI RE , X R WA RIKF- /Y
$em 5 MAP-2 2 52U B IA G . s dhRESILIEIE R
AR R LT B 35 8l B BT SCIRR B/ Hh MAP-2 4635
HA5 BB 508 S AT S %02 S N 2 408 3R R s
Lo BURAA Y MAP-2 T g BE R 257 X SR 5 M Ay i gl ml
RESEAT A T I hRERY 2 . i B2 S W R Bt iz sl
B0 o 5k 1 3R R Bz ST REMK S A T % B, HL 5% IR ZH
AR ECREBE L J Rl 6 MAP-2 /K-35 . X R WIE 3y 7k RERS
AR e I e 1K B MAP=2 7K SF- , H MAP-2 B/KF- 512 30 2
RERYIR I AFAEIEA R .

2.3 dashyT e 5 A KA 56 HE 11 -43(growth  associated  pro—
tein—43, GAP-43)

GAP-43 J2— Pl 5 i 2 i 5 AL A OC RO BRI R 1, Ly
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SRR R AR M R A AU A AR AN AR,
2R B S FAE RS A A UIAC . BRI T R
25 21 2 A ORI A A 0 A L AT I RN — A FE AR
Zhao 2558 328 6F BCELT-24 240 M 4 4 AR A 58Ik GAP—-43 1]
BES S & ou Ak, I 5E 08 PR 7 2 T 41 It (neural stem
cell, NSCs) 1953 2414 77 ] , (i HL 0 2 sr A o0, Hoap
REAIL I GAP-43 RE S 1% Hz 41 A ISR 4 i 27 R , I T 22 55
T A A 2L R A0 5 7] . Burello 2558 18 6k /N i 4652453 I
IR I 5 /NI TR R A% FH GAP-43 /K- FIF 58 % B GAP-43
LTSN 1 D 1 I 7 ) = o W R e e 1
I GAP-43 K -3k 31 i g, T WA AE 14 A TSk 8 b,
H H 53415 55 52 35708 o ) R W A2 A7 76 BH S AH Gk | 3 36
MAP-2 55 i 5 153 5 I DI BB EE W34 56 . 32 Bl RS AL F 5 ik i)
T R R ELAT 45 S i 0 20 2O A R TN Sh RE Y T
I, THAAE A WA T A I 2k AT 55 S 1 SR S A R
21 JRy M i A5 B8 K SR 2 sh P R S i I, X Syp A GAP-43
1) 22 ik & B2 2h I 25 BE % £ /&5 I 9 A DG XIS Syp il
GAP-43 /K-, WAk, F22hiz sh T G 3 A T it 49 )5 28 fik
B R S5 B9 . Mizatani %658 s BUIR GRS /0BT BB, 5
Teis S R ERAH LG, A 3238 3 K RN B2 J5t B AH 4B AEAE X
ISFE AR RIB A AR E S, DIRE MRS S5 E AR
Ak ISR A B AN L5 F I SR TG 7 A DNA A2 4l A
ZRAEFER) . SR, FIRNE A RS 5900005
T, AR B AN AR K fff (4 FREE 1) o AR AP R 115 22 5R
Sy Rr W, F 505 31 K B GAP-43 R serined4] GAP43
(pSerd1 GAP43) [k B 1.

3 ERTESREMINGEEENEIERTF

B BT U RE RS A A ) Tk D A EE I AR G IH T R
K XA IS ST I B35 AL A S BE YR A A AL
Z—

3.1 BT IR S IR A 48 7% T (brain—derived neuro—
trophic factor, BDNF)

BDNF 7E R K 57 o T 55 th X p 28 R e v & A
L0 CNS ZR R AT A K KT il AE R g
BREEAATEEN, 25 T sk G SR #2,
Ma Z5"58 12 X3 G145 24 i 451475 (traumatic brain injury, TBI) K
FRUNSCs B M A 5T 22 B2 3 BDNF 35 [R5 56 [R5 4 5 1) NSCs
2 (brain—derived neurorrophic factor/neural ~stem cells,
BDNF/NSCs) i1 51 411 1) NSCs 41 # k. , BDNF/NSCs 41 H (1)
BDNF 52 B i B2 205, ELAFT 19 NSCs %0 B (B 2 T B 4l
NSCs 4 ; L AM 5 B4l NSCs ZHAR LE , 7E RS LR AR
M5 B Bt , BDNF/NSCs 2H P-4 AH G JE B A K 28 i i/ J 11
HABRIL B ERIN . X K] BDNF A {LAEMS L i NSCs 114

K58 53k, [R) o i BRI 5 5 fi 4 RTS8 , AT AR by S i 45
P J5 FIA BRI P 2 — o AP X b 28 2ok BE R A 14
NSCs B AH A it 43 (AT TR AL 7 — o i S8 B% . (R BF
TR ZANE TBLR B /5 1912 S5 F A HE I BDNF (97K H.
FTREASF T2 03 5 S A Sl REAR A1) TR S L A 45
PRI B, 30 R S 11 2 B 0 P i O A S8 5 1ML 3
BDNF ik A, A FI T AN v 88k K Lo e s e, ek
MRS, B2 2D RE" . 3K AT B8 55N IR Ao B0
Rz Sl E BDNF 3k A A 56, IS 98 &
R, B S5z Sl 2 L A e i AR B 5 BE RSERE S b Bl 1A 9
£ BDNF (92 3k , & 400 e iV A d 3 1 w22 R AP VR D A
T B ke i, R BB D RE RS o LA, Yarrow S5 MIHIFSE
RIL, BBz 2 RE S5 2GR BDNF 458 1 i K i 2eik 2
Wt ORI ZR AR 78 AP HE SR IX — 400 T Seifert Z RS
KBTI F1 1 G i RE AS 1458 BDNF (1 BE ik . X RN H 1912
BIYNZR 5 12:%5 92 5 BDNF AV 55 T [R50 , %o i 2y A 7y
SR B AR UEVERT o TR E X Bl JR 2V BRSPS (Alzheimer's dis—
ease, AD) K BUMHIGE & B, 12 st REMS 44 5 1 T BDNF (135
K, DA 2 P AR R I A IR, B SR Mk T S, BV
U5 AD AR DG A BRRRAE (1 D RER

3.2 zalyTik SMa K N T (nerve growth factor, NGF) &
#2275 47 % -3 (neurotrophin-3,NT-3)

NGF & —Fifi A1 T 2 O A i ST 5 14 28 dlupih 22
BT HOCATFR I NGF 28 9 e A8 B A Bl i 14555 21
R4 5 R ke 1l DX 28 JCAR R R FE R UIAR DG, T NGF 697
W A3, AT ORAP B S 800 A 28 ST R 52 Jili Dy B FR A FH R
IEAN NGF B BES - A6 N B AL AR L% 58 oAk, Aie 530 A= LA
FROTE B o 32 X0 TS Ak 2 4 DX It o, 2 2 D) BE A
PG BA B E R . NT-37Ep R Geh 257
AT T NI A R AR A DR R
BB o AR — R 228 3R R FNT - 338 i AKt/MAPK {55
T S ) b 2278 R A R B S A PR Y, AR R
NT-3 55 i e (P88 400 405 85 DIDAH G, REAKE S e I #h 22 20
RBRERE ™. ARSI SE R B, W1iE sl e S I et fift
A I BDNF NGF & #Em, H HOKF- 5 & iz 3h Dhae
FIEMIE . X478 BDNF FI NGF 7K P $2 55 ml e J232 3hy7
AR MR IZ S P Re I A AL 2 —  (H X iE 3h Il 4k
BDNF I NGF /K- 22 [ () i} [8] 3 B A5 i itk — 22 W5 . i
FE R B 5 328 Sl REAE 1 IR 5 I DR BXH 00> Bk Trk A AT NGF
K, IR E 2 sh PR, X ATk -2 T &
P12 BRAE N he 10 45300 )5 AR B oy BRI A2 3o i v A A
WAEH o HANERBFFEFRWI/IN b R[]z gl 67 a7 24 Rl
NGF R IEIE NN I FAE— & 5 FEl A Btz sl i A9 43 i 3L e
R (B Kz g 5 ) 0 25 28 R, X $URTE
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HEAT RS2 2l I Rt 3 Y i P v S B Y o ] A )
i st F I A3 5 i T REVK B2 A T PR 4liis 8 . (R, AR
WF9E K PR, 4 iz S A L, 721032 20 3 BB 175 i e i, 34
TEABE T A LA I NT—3 Fl GAP—43 &3k 58 hn , 41 3k 4l 5 1
A G A, AT A 280 F e 5347 1) £ 1
3.3 iEdhyr ik 5B R A K T -1(insulin-like growth
factors—1,IGF-1)

IGF-1 & —25 ly 70 2 S TR 22 K, 45 4 5 T 3 20,
S — N A AN AT A K AN AT b 2 R )
JoT, X A K R A8 S HAT R B R SR . A
MR SRR TR 5 R A7 AE R 1GF-1 324K, $2/R IGF-1
AR A S 5MAES1EMIIRE. Ozdemir SE™5E 1T BT
RN IGF-1 /K- 5 4y BUfE S 35 A A DG IBG , ZE 454493 1) 409
FRGE I I IGF-1 K- B2 IR . X 2R G 3 IGF-1 7K
SS9 5 A1) E RS AT — 5 M TIUAE FH o 177 Madathil
SERI RIS SR, TBL R BT AN B2 JBT 76 354493 1h 46347 DX 35
JA B IGF-1 KA — Bt B R FE . AT A S i 1 i
gAY e A S Ak 3 =R E=g s W (E P T UK [V 157
BRI AT T IGF-1 K- L FHE R K TEHRE . 12 8hREN
PRV TGF-1 F ik AKFE38 w , f 128 i 05 5 MLAA K E A ik
5o AT e BRI 5 I 2R A8 6% 38 o v ke it K Bz 8 Bz I
FBCRARH IGF-1 F1 P-Akt 7K -3 8 35 98/ MEFEAR T, DT
IR TR  SGEEIE S DIRE™Y . [AlHE 2hid RE S (it
N (IGF-1)mRNA FREH N, I IGF-1 2 54 1915
B, XA R FRERUA R 2= T R8T ARSI R oAb
Bayod ZEF 7 & B, AR AR5 FE 9 K 0038 S RE S 5 & K Ui
LN IGF-1 /K- FTHI tau 2 185 B2 A6 F1 GSK3 B 1 K
B REAI I TS S b 28 PR AP T 3k SR W2 ) F Tl #2618
TRt B — e .
34 BT LS I W AE K I (vascular endotheliar
growth factor,VEGF)

VEGF J&— i B AR5 5 (0 45 9 B A A 225y 34 3%, fig
i 308 2o 400 0 M Sl L 2 A B T R S T A
2 MM PR BB R 2 S ML U b 2 Tl BB S
Herz S5 B 5E & B, VEGF REAE 175 5 XU A g > BR 4 S 14 40
Jif DR R A DR 1 T L DA T R 1 2 R VR L
M S RE R B . Siddiq %5 i 5 F] VEGF-A S 8 1 5L
(VEGF-ZFP) #L[0] 3597 TBI K B A58 K B, VEGF-ZFP 1)
FERBENSTR T A A B, DB/ 2 ST AN BT T R SR T RE 1Y
PRAL X 32 B VEGF £ ik ) fE 19 2 9 2 7 ip g 25 S 219 1
FHo 32 SRR TR AN Bl 5 Fol i A5 1) S8 4, Vel dole ot 44 M
P45, A BRR AR YVE T, 3X R RE S8 20 BR A2 YN A 228 i e
M5 P REMR S (ML =2 — o Kl v 20 ik ) 2 A R R 5%
RIL,ia s SRR AR L, BEAEAR R G 2 8/ H VEGE 7K
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SRR N, SERSCEETRE T W R B, TEiE
SN R R dFe P98 T R R ke o i 2 21 o B o 4 )
FE i -2 (matrix metalloproteinases—2,MMP-2) & VEGF 3k
SN T e A IN= B W SR N 22 O | ) R 7 o2 8 7Y
TIVNZREEREHE TN AD /N RECIRAK 1 VEGE 2KF-, £ i 145 28
F, X ER AR Bk T AD BB A R VEH

4 EBITEERFITRINGEEZNETEZRF

12 By 7 RE A AT AN A1) 0 2 fE i 28 AR O PR 5 AR K
ST, DT U4 6T i 2 e 0 980 () s i), 2 453 495 J BILAAC
REMIMRAL
4.1 BT Caspase Z2EMN

Caspase 72 25 F AI/E T L5 40 M-8 2R 08 05 S il
AR 1, O3 A 25 4 34 e S BT I S DNA B A A 6
fiE .mRNA B9 V)2 (TR DNA SR EE 1. DNA B 2 T
Caspase F 85 1A 5 A BHPT S Nz 1 52 2 P06 . T Caspase—3
TEANML A TP AV DC 2, el U E R S 8 Re R
2, SEANMEIE TR KA o AR BN B LS , Caspase-3
TEA 2 BN N=- 1 L —D— KA SRR AT (0 A L 8 Tl R il 26
FRHEEZAEHY, K I Caspase £ 25 F A9 XA F] T i 2
PaJa fpf 2T AP, XK S e R T3 A A R, 18 30hE
5 I Caspase Z 25 F /K, 3 AT BES&12 87 W e a0F i &1
P JE B S REVR S K T YR T AD BIBLIE 2 — . Um 55
WIF5E & B0, B & 32 2 P B B B AR Caspase—3 78 K Bl T 4544
PR 8 2 2, DT ) 200 B T AR A A M55 F5 (9IRS K
AR S, [FIRT, Kim S0 55 10 & B0 & I 25 2% i
T TBIR RURLIICAZ B ZE R, AR 1TV 55 DNA FBEAT cas—
pase—3 H R IK , AP I Rk RE 0% i 2 40 i e 0 02 P51
Bax 2 1 19 2 35 I P I8 T [K F Bel-2 B (1 1 A B A 1
T, 32 2y AT LA A L R - AL o IR A A1 055 S ol 2 24
LA T, TTAEFE TBI S REMR AL . AHDCHFSEIE A B, i &5 )1l
25 AD /DU S A A B —42 ., Cox=2 . Y caspase-3 &35 &
TR, SR, INK  p38MAPK 25 [ tau 75 [ O BERR 1L K
*F- (Serd04, Ser202, Thr231) i) [ {1 , 1 ERK ., PI3K | Akt 7l
GSK-3a/B 5 R 1k /K F L Ft . 55 4, NGF. BDNF #7l
2 -CREB J it 4 A ) 5 AL g (SOD) By 15 E ™, X %1
12 FRERE I ) Z R oy TR SO Rl TR SE T, B R
Sl PR BB 9 DT A B B AT AD B H . [ Um
SEWIRRIT S K I Bl I 5 AR 1 400 T 248 i 0 1 4 A A Rk S
W, BTG (2, ¢ Fll caspase—9, caspase—3 Fll Bax 25 [1 &1k,
) f 3z Bl 2R BB % 175 3 i A Wi 2 2 8 1 (GLUT-1) \BDNF
FIFR IS, WP 200, DL R AD 3657 B—FI R mg
4.2 iz8h¥7 5 Nogo—A #5 [1 . Neurocan DA HEF Pk S 1] 43
F A(Repulsive guidance molecule A,RGMa)
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Nogo & [-1/Z1E CNS HUR I — R il 2 AE K &1
H HiTBIF 5T i 2 142 Nogo—-A , H B IE S /& CNS Y28 fi A=
R T LR 3 0 Bl 2 Rl S T I AR KRB AR
A WF 9 22 B 78 I3 B AL Nogo—A e HLsZ (A il 2 15 /K7 i,
R EANTA FTRES S T B 0L (495 R g i 2 . Neu-
rocan JE—F FPX 11 28 28 G2 I A0 BE o rP i R 2001 3R B 1 R
(CSPGs), 2 223 1K - fii 2 2 9 #0 F1 = 44 B BE, 5 1 i IR T
SRR B B FRAF OS2 2 A SR R 22—, RGMa
S MR B S AT S DA DGR 731 o — R R AR
KAl AL e 2 A KO F R R 2 FER L A
HEF AR R0 58 3 W) (55 A A5 P S PRI i 28 A L 1 3
B A AETE AR B T RE T2 40 2 1A= L5
W i 14 T 2 3B B BEAE T U Nogo—A \Neurocan 2 RGMa
AR IR DT PRAP i 2, A7 R T Il 0 /5 R 22 S RIS o
) R A3 o X A AT K B A TR S R S Ik B L X R
AR A BRI 8 BT AL S Bl Nogo—A 8 22328, 0 /0 HE X ol 22 2 e )
T A IR AT 5 A 22 A 3G AR 2 RSB SRR
H1o BN YNZRIAR REN T I8 K BUIG Sl 1598 4 )5 Neurocan [
Ik, [ 32 Sl 20 o ke i -FERE 3 A A DR LAY Pl 22 Dy e IR
BEWEY . RIRTEIT T /K b 18 gl ZRoxd e i P 45t
i I B 2 T BE M P38 v BEFN R 1 Neurocan 5 5G o [R] IS5
PRZ ST A B, Jay kb P il ke it /PR T v A5 B R
8 BRI LN RGMa (19235 , SEAT M) 4 5 5 A DT o335 ol

2] )i 8

5 N5

12 BT IR RRE AT K 18 24 T R I 4% ) 1 3
REE W R R VE T o B ANMBERERS AR M I 45345 J5 HLIR 2
BRI, 35 B 1 2% 2] B 1 SN EIKOT, DA 5
FARIG FER R T L RS — 0 Je 2 B A FEE
PR o RS i AR S A DG R i A 1k SO
AR L, HAFHLHIIE 5 K A6 H 28 (CaM) W2 a4
I P AL 18 (NSE) A5 4% Bl . BT 2T 28 41 i A= < I 7 (bFGE) |
Notch il 55 . W& 73 F A W5 SOAHDC= R0 & T, AT
T IR 7 ik ) e 48 A Ao e A FR LRI AR ST O H B o8
e AR THE XS AHOC IR 57K 12 i i BIFIE R i =
I8 BT IR IR A ) i A DG IR 14 e AT
AT . LU MR R X TR A MIE 3
2 32 B ) Kz 2 o X B R FsE i, LA BRI BT
i ) B B YA € PR R e 52— B A 45 & BB 9T 8 1
HE—H 53
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