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<Abstracts>

Traumatic brain injury is an insult to the brain caused by an external physical force,
that may product a diminished or altered state of consciousness, which results in
impairment of cognitive abilities or physical function. The purposes of this study were
to overview injury mechanism and neural plasticity of traumatic brain injury. Injury
mecanism Includes exitotoxicity, production free radical. inflammation and apoptosis.
Furthermore traumatic brain injury has protective mechanisms includes production of

neural growth factor, heat shock protein, anti-inflammatory cytokines.
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2144 Y& (traumatic brain injury)2 ¥ @ Ao] old o)X Ao gl Ho| &40 n A
A Z ol A &AL Aol = DA A 75l E ofrlate Al AtelA RASE 4o
e Edolet At (Umplired, 1995). AL, G, F3, 2x 2 &3l o3 32 8
sy, of A o] i} wgrt dojua, A F oy A A7)0l Gl & % gH(Finfer and
Cohen, 2001). 5 v,  2Ego}, X~ 27 o] A4 1+ 107 B3 20~309% 0] <

A3 HEAo R AL sl a, vlSol Az vid ok 1509 o o] S1AA M &G & Aot gl of
AEAs T 7% ool Ael-abg A A 3o AQAE R ATgE Wallste FrjEd &
dohan drh(Kelly, 1999). $144 HEd Eabe] 60% ©l7de] 354 o]sfe] Aol
b 7h 74 FAL 1941014 2541 Atollthar R31 sl olg g Hdr)E iy es
webe] 7] SAE HAFAL I 58S FstE A7l ol tHRosenthal et al., 1999).
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of Ml A YL ol 3 AgN=g

Zofo A o134 & Adde g F3 WA Alarel A Ala Fo] B, ¥
3 gele] g & Aol Hu, AAA R ojE} §F o e ojAH o g Aztek A
A, R, Ay, AHgA Ao & e = oJvda S (Arroyvos—Juradoyos-Jurado et al.,
2000).

g HEFOE Qg utHQl FERE Ty 4 F
a7 dojvta g, 719 Aol BEARAE G, AT
e g o agla 34 TEF A
AbAue] 7Y ga, 4 o
(Bigler, 2001; O'Sullivan and Schmitz, 1994).

A B0l &8 T& AAY YT rise] ER o HES B AE s U F
obA I ot &Y FEo R Ao wet hEX T oA HEF SR g &5 FlE
At oz £L A FE welrH(Cartlidge and Shaw, 1981). F- 9] FEL &4

w27 dojutir, o]Fol = 3 Eo] AvtetA dojdrh AAEG
9] 7} A (plasticity)o] HEF xRt} Acts HolA 7|54 3] 8o
and Teasdale, 1981) 7|0 243 AHX 59 &2 At oFd F
Atk
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5= BE A5 tHO'Sullivan and Schmitz, 1994; Umplired, 1995).

A HEZE FAEH Hel Zhald el ofs) Fue] G4, FAE FH, WA

(contusion) 59 ¥aF B4 & Wi, A4 7| AAFT o E Qs 22 U9 4 FFEoA ¥

stot AE FEo Ao el A&AQ A3l o]z} a7t A #E tHBanik et al.,, 1997). o)zt

A olold Yoluke AHEH Ak 473 AL ARA dalol JFE 71 ALAE

olne 7AR FFFAE AR Ve 38 AT A4y #HE g dd s e

I3 HEFoFE FHRAAA N &40 dojdt BAEAM HEH FA s *F ol
of Aol dojube AL A3 7 (neuroplasticity) @ @&l o] ok, A A 7FAaA o=t 7154,
ety gl A Wsg dorlE AA Y vEE 2ach AAVTEA ) o) A Ao FejEt
2 Fzo Aol dojuvr] iAo dAle AstshH A Wstrt dojyok st of T
A, 719 &8 5 A AAo A Fask Az Al AUA QA (neurotrophic factors)?t &
254 283K Connor and Dragunow, 1998).

 aFolA e alEZFe Skt Abgdol el wet vl kst Ao FrtelE 9
B EA Bt Z21& ol E Hal 913 HEG £ 71 AA T Aol dlE] gol s
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AN o A, W, Axd ue} xRy oz

ik F2F &2 (diffuse axonal injury), 3

A "B} o= 224 Al tlgld AEAE Ik
A=

o]
R4 [e] —_
vl de] dolxl vk £ 7t ]E 153"&% AA Hrt
(Blgler 2001; NIH, 1999).
FAEF FA(skull fractures)2 @& £x9] E3d 23] 148 wbg W A AEA(linear
2 3

fracture)o] dojvpi, o] &) 33 AA(lacerlation), 134 S F (aneurysm)9} Al

[e]
4 Bl Ao, 2 Sk EAld os e4E wts W P& EE(depressed
fracture)o] Dol o] & ola) Frfvkel Burp Zawn walA ) Gk Aa o 7he

3 2 1o} 8 A (herniation)o] 4ol G tHUmpllred, 1995).

Had2 e BFoA F2 dojuta, 24 Ao wet et Zol2 MAHY, F2 F4
iy FF¢o] 4" ol A3 ojxF H syt IAHAHO'Sullivan and Schmitz,
1994). '

b3 F2F &4 (diffuse axonal injury)2 7} -7+4 (acceleration—deceleration)ll 2] gk
A (shearing force)el 23 g dojyn, 71 =2+ A7 o] AlAn ddo og &Aoo g F£7
Y Aol &4olgt 8 = 91, WE R dl(medial lemniscus)®t 44 ZHsuperior cerebellar
peduncle)& X Fg K3t A 27} 8 &35 4w gahado] dojur|x gt
(Bigler, 2001; Shuaeib et al., 2002).

AR HEF LR Qe G &4 A T &dA dojvn FilE EEF 359
S g el ops) Aale) o) o O]L}Di 3@ AW (cortical vein)o] Rolx & F(hematoma)

ol A7), BAE e gAd s Z8o] dojutA EthLeker and Shohami, 2002).

2. o]a} A3l (secondary damage)

H
W 3}Q) o3 Asl b AlzE =), drldE FHx EE
T3HE B FRe BEel os) AL )5 R-AE JERIE st SAY Aol
= t}h(Banik et al., 1997).

ojatdale wE W &4 G AR ool dold F e WES EE FAG U £
of o3 WL, o] Qs Y= E= HE9 A A FEE(supratentorial contents)®]
97t 7 thUannett and Teasdale, 1981). He & 72 E- ©atgh 2 Yo glenz
7t F71Z W (intracranial pressure) 3 2ok herniation) S Y272 H7kel A2 2 Q)
Vs FAE Suwkstd, AAA 8 H(hypoxic-ischemic injury), ¥-F(edema), FH%
(hydrocephalus), $1% % zFd(postraumaticepilepsy)® 41 7o Astald] W37t Loy A
H=ol olelst o # Al &Aoo ol vl oslE o (Bakava ot al., 1997; Bigler, 2001;

Leker and Shohami, 2002).
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ZQ tjAbel] AEgFE A Y. TR H X
formation), oA A EAHapoptosis)E= A EAMcell death)E F%3=
oo 2 WA AR B 2dU AF doAd dA 9Al ch FAFA

ol &7}l (cytokines)] ¥4 2 8F4F3lE A (antioxident)] FA LS M E AL S FE8= 71A
o0 g 258tk (Leker and Shohami, 2002; Morrison LI et al., 2000). £]44 W4k o] F A
Woll A B@o] Frlsle EdE0Y I FEAEL YRR A3y gudo)H, O]% e

4, 434 v

3, , A FE71 A A (free radical
Q Z

o]
SRR X
957 o pos

g [e]

¥ =]
2 AE 9 &9 DNA F3 AR o3 Dol f-34 Zd(gene expression)E & A s}
Gl A S A} QA transcription factor)dl 3tEd), ol DNA AR & 3 5= ‘3%8 FE
T AR F 2 FRAY AR Agsto] olE A AALE = wEE FIHAA
L b AaA 7V Al Bk Aol e (Morrison T et al, 2000). o) A A 9lAlo) A g Qla)] Ay 7] o
A e AER 238 5 U5, ASAEoA = A g0l AR F UEF o, X &4
of s} ME7} vh-gste] £ WAL HAste] MESF L EF] dis] SR F AEE §

#H(Herdergen and Leah, 1998). 2779 A A AN fAax w@d 3 #dg ArdAto) =
AE o] Z50] glg Aolls AE Ho &34 FA T AE 2 HE 2 AT 93 e
T c-jun, junB, junD, c-fos, fosB, Fra-1, Fra-2, Krow—20 % Krox-24(Erg-2)¢ & &
%= A} el & (inducible transcription factor : ATFs)@} Al £ o] xFo] gl HAXNANE & A
¥ ol &Alsta 4= CREB, CREM, ATF-3 % SRF 59 ¥4 AL YA constitutive
transcription factors: CTFs)7} Qdt}. ol g AAL QRS o] HZALE ol11e 8243 AXE A
ol dag Ut EFZES AAEHA sle A2 4#A UAHAbrous et al, 1999;
Morrison III et al., 2000).

o 27 2B 52 FEA AA AL E D(neurotransmitter)?) FF B o] E(glutamate)
o} o} Bo]l 2 Qlgk S E 5 A (excitotocity)o] $1AHAl WA T ol g} thokel 5417 A
S AFY &8 dorlv T2 AXNE ARG, B HE oo A BE R FF
Elro]E= 428719 NMDA (N-methyl-D-asparate)E &413lA17131, ol& <& A W&
Z2EY ol S7HEH, AE Wl Zgel F7H2 <18 oletr]E1Harachidonic acid) 327}
doju} FFH QA HEAb o] 24 FHGolding, 2002).

[‘

gy oA HE F A4 shebd wshe A XA S ol el WielAd el A1 BE wh
& @ Dolvt A BE aRE vehed, o T4 488 st Aol AA JUdA
qlzlolth(Connor and Dragunow, 1998). AlEw 9] AAYE B2 A FolF E3, 27 7=
5 A ofg] Ao} F&atE AAAARI dow, AAANA oG HEFS s &4
AL A E F 38D eFEEolU A &5 2 Y VT 2E A= A FUA At
2 & Bt o ol HE A} (Stahel et al., 1998). 417 JUA Axb= A E ol A A E
= 2135 @A (endogenous signalling protein)® F3 Al A A Wol A A A Q) W 2 F-x],
A7 &3A, A A FE AEH V% 350 F23 4F8 e ZEPgHeg

(polypeptides family)® NGF(nerve growth factor), BDNF (brain— derived neurotrophic
factor), NT-3(neurotrophin-3), NT-4/5(neurotrophin-4/5), NT-6(neurotrophin-6) % o]
UL, olFo] Ajtete TEAEE AEol 9l Trk (tyrosin kinase receptor) A, Trk B,
Trk C, p75 T°] tH(Pham et al., 2002; Connor and Dragunow, 1998). o] & 214 <d9kA]
A 594 AN Yuloh 8 zdste] AP Qo) HEL FAT, WAV BHE 22
s, ABEZIY FuEs 24T 29 ol A&y] olF APE Zsleth(Butler et al,
2003). ©144 H<&4 ¥ BDNF9 NGF mRNA &1t #8420 Trk A, BYl §A= 914 F



HEAE YA uES R0z AAE EY BDNFE dv), dEAl, A4, F2470)
FArg, 415 & AT, 2, 47 FA S50l NGPRS U BN

I Ea, o] AL Aol stgoly vl FAd dIF 7k o
w0 Bolto)g} e} (Cotman and Berchtold, 2002). BDNF2] &2 HALl k<l
CREB(cyclic AMP responce element binding protein)e] @432 Gli W g3 §HdAe
221 22 7E 2@ 9 cAMP-reponse —element(CRE)o| F&=HA |42 A7 228
o2 dojdty, o]E $18 CREBY <4tshrh A2 eln] CREBS A4HsE 't o8 7]
o] gd=u & WA 7)]AE L-type voltage sensitive Ca?* channelo]t} glutamate &
A191 N-methyl-D-aspartate®] #4o) 2|3l BDNF mRNAS| o] @ ofe] BDNF
g el whEo]l AFEE Zldos Ca’el fddel olsl CREBo labshyh dojdct
(Legutko and Skolnick, 2001). &4 7|14 estrogen® A¥xX 9 AFo=
cAMP-PKA-CREB 4lzd97]xd9 #5ox g CREB U4t3H(Green and Simpkins,
2000)0]¥, A=A 7]AL pituitary adenylate—cyclase—activating polypeptide(PACAP)l|
9]3 cAMP-PKA-MARK 7]H 28 CREB9 <437t dojdti(Walton and Dragunowls,
2000).

T3} glutamatergic neuronsS ¥3838 W& neuronal subtype2] &3} Aol HFHoJdtaL A
P& AT AR EE A4, AMHE-oE 79 8 28 Aol Connor and Dragunow,
1998; Kimura, et al., 1996; Schmidt-Kastner et al., 1996).
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(Stollg and Jander, 1999). ZF A4 A e oy} A AW M Eo A= G54 Mol EHQ
S A Bulstsd ol EA0 e AE ) &3] A A2E RV Aol BRI e
interleukin—-1 (IL-1 )¢} tumor necrosis factor— (TNF- ) 5] 913 M=% J—]*}(necroms)‘/}

o “ ol 13 o) AT 0] W A 465 ol AGEHL UE
] ko3

_.4

o) A A E AHapoptosis) 9 2 A XA B2 9} #do] 9luhal stk o]o wha) EFd whe-& 9
Aste 582 711 FAF5A MolEFFIQ interleukin-10(IL-10)¥% 22 &322 ‘31.“5‘?7]' Ui
o] HaEE AL i Al 938 nitric oxide(NO)7} A EHE AS ATt g
(Csuka et al., 1999). W&l 9|34 HEd ol Foll= A5 BAES T4 BHlgoss A
AL o1 7 HT 94 B AL Aasie e FETY 71He] @A At A&
& 5 AUt

A HEao g gk o)xf Aol A ol & FEstE e iAo AT dEd T
FEE s, GAP-432 AAstn Y AE e FaoA dE s didR
D2 AAANME &4 T AQue] dAHA DL FFAAANAE A XA} e F-Eoll &4
o] Q& ZGolt wE o Hab Ayt AW a3 AR ThaA el delFtk(Kato et
al., 2003; Stichel and Muller, 1998). W3¢k, A3 3H2) chl A(cytoskeletal protein)Ql MAPs

=y Eo

2002).
ZZAAA Y o &4 T &7 A 70, 72(heat shocked protein 70, 72)2F €54
el A 27(HSP27)9) L@& &4 el o] ol Fojabe AlEntge] A2 AR I A
b Aol A slEo] Wiy Fx FAol] Bolgiti(Allen and Chase,

X

Zako) £8 XH:rLZQ}/\] 7] = 988 sth(Fawcett el al., 2001; Markus et al.,
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1 a5e) wshe bwwe Bricie] P2 WEAA Esh,

AASH oA Wl A YA Fuko] wizkA (hypersen51t1v1ty)~4 g, ol o FA 74
Fabo| A g 7pA 2] F5 7FA] X 7|(sprouting) ¢} &7

29} ¥ Z(recruitment), 2tz &4
L HH407 A 715S 5HA Kb F-9ld dE AHAE A%E S40 f2e SRR
7] Fol k. mEek 2 AAe tpE FRoA &4 v gdo o FFHAY 7)50] gl
o, HolA did(extra)flE£7} Q= oz #A AR I (hyperinnervation)& 0. 24 Ahalg
gl tH(Kaplanand Miller, 2000), o] gt AlASHA 2 W off 4] 9]

HeE doy)7) el e ded A5ez e SAo] AgEolof shrk(Ekman, 2002; Fawcett

et al., 2001).

‘"3'5}5”4 ZhaAdm sl ety AL g FEte &%, B AE % {i}%(ﬂ} 913)) og &3
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- 1
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al., 2002).
AB7 g ofsl) Ao} A=Akt AN 3| Ho] dojupes FHL N EAL 443 FA)
BE3 vLslan, @70 Qdge won g o3 WIEHDE Fr)7te AFe Fam

£F S A% dAAoly Hr 2de ¥ 3 ALz d¥cHFarrell et al,

2001; Pham et al., 2002; Pham et al., 1999; Umpllred, 1994).

o]’doz QA W&o &4 AT N A el Lolr gkt 929 gl A ] o)
] 2& 8= Aol }‘43} o] ®3dte & 7]# o]

73, 4 )71 AA(free radical
formation), ol Al L AN apoptosis)= *ﬂi/\}(cell death)Z& %5’5‘}3 d&H9 7] dolom W
QA AA wE A A7 ookl Zl chwl =l gha glod=a) o) EF)Q)
(cytokines)e] $+4 2 ’%"@}r' Z‘(wntlo‘qcent) l "?‘;“3?: A AES FLshs 71does 2%
Hadvk g AEE AEATIYEE 7]He AT Nad S o8] 6% E5E 2 £ Yo
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