e ezl Aind A2
The Journal of Korean Society of Physical Therapy
Vol. 13, No.2 pp 407~420, 2001.

Hakd] w]eaa) 4917 HEd & FATH A7t 3 Aol

WFoietE AR e BelA) w st
W o
g7tk thekel Aot Bl gelAE A
of & ¥

Motor Behavior and Neural Changes Following Perinatal
and Adult-Onset Brain Damage

Bae, Sung-Soo, P.T, Ph.D.
Department of Physical Therapy, College of Rehabilitation Science, Taegu University

Lee, Jin-Hee, P.T., M.S.
Major in Physical Therapy, Dept.of Rehabilitation Science, Graduate school, Taegu university

< Abstrac t>
This article provide information pertaining to recent scientific findings regarding neural and motor control

development and the effects of brain damage on that development. Clinical and scientific issues pertaining to
perinatal and adult-onset brain damage are discussed. The article is intended to provide the clinician with new
information that will assist in patient assessment and the establishment of therapeutic interventions

[. M B 29 94 44 BA B AFEch(Leonard <
Goldberger, 1987).
A8 AgEoloA dshke= YAIIEL &3] Hul AAA 9 vtz g Bo] SF2AA Je 59 27)

u|A ¥ AJujrols} zre HrbA o] HEALE shal gl uteto] #E olale A2 FA Tl 2 7128 Fx
9} ¥ Z 23l e AQlr)e] Hid s SEPE 2 glon, ot HA Fo] tekeln FHET BN
o]E Wi @t} ¥ &ato] WA A7) 9 &4 S dojuA "} 39 T2 AAAQ] SRl A
D &4 e ATH FeAT tiEel £33 47 A I st EuAlel dojuin, olE Wil

o 7lq3te F2% A4 571 wZeltH(Leonard, AEF A 2@ ¢ AL, 2R F U749
1994). ¥ (Perinatal period)@ ®THd, £3HA], HIZGA H&goz opld HAvile &4 9ot
B ZA)9] AI71E dFshe fololu, Edlnjr) o Yzt | oo 59 A AAF 93 2
g5t Al7|2 A9 EIO']?JB}-(Berger 9} Garnier, ?’l‘q(Myklebust 9} Gottlieb, 1997). B2 A7 A=
1999). ¥9AS] AAAL S35 AR et o) A £F I & 394 NARSas B
HAHEA] cfol A3 4H ANAA e AT AolE <% AL2e} 2% 0 4 A Ax A=
Holt}l, Ao £ oo 7o) wiAt 2AAF 93 Z7] obg7]dl ¥ X2 dthHLeonard ¢ Hirschfeld,
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1995).

M Aopalolo} 2o Rk K &atale gl ] o
£ ARAQA ARAY A&a i AP £ o
o] FAAAQ Y FF EAZ AF AHALE v
tH(Myklebust 9 Gottlieb, 1997). A4HA %24
7 EEGES T ARYH WY RS Y5F £ &
ot HZFe HAvh| o} FAE AZEFA 715N
2 Uehin}, 22y o Hsle] NAe FE83A gl
g7 ggtoy $E5x3 mdo E3Ae] Bajx o] o
e Aoz B H]cHLevin &, 2000).

AAA S AAAQ WSS APk B B o
&4 o] E AQ1719] HEaolE £33 slEdA A th
Fgt 24 WslEo] Yot T AFE T3l o 18
HE AE £EAA BEAT A 7kl dojub o
£ 2597 47349 ANeEQd &% HsE {2 &
FYFoM e WEE opldtkn WAL it olE
AAES] Az AP BAF oldle VT FE FIE
93 A8 Age] EE A FFrHCramer, 2000).

Boka] ¥ &3 A7) Hedel) w3 W]
7149] zpol gt 71538 FA oA 9] Apolol] B olalE
Ao B e AdstE A8 A FEd =80l
g}, 228 $Ad 9 &% e 52 AH
3E(F, Ad2H 38 34) HF 9 PFH F-8(F,
By e A 58) B3 Evdo &) dZoivt
(Winstein ¥, 1999).

old] 2 Al ey HAdutujotst 32
A &30 HE5T 22 497 Hede] 2% 3
7} A W3} o] fo|F Golr At Frt, 74
Q) 82 Aol olo] FAHA A7AA L] g R &
24 Y3 B H 8T A7) W& HERA
g 2@ e %e Wl £ &% V%S
of #g Wgo] A/ mxtez X8H FA et
#HAGE e

i3
%

oo —_ IEE
R

gl gt o] Hledel Az obrld WA
Deta 5 AhE olshaln, Aeksn AR s
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Me, £5A4-53] wan ayd-o @3 7123 24
S gag gt A4A HEE A AHeE 97 B2l e
59191717

A73A ] w2 AR st Aoz g4d
=93 g5 7|2t Ay-2Asldcks doe A
A9 VEYA 29 (neural network model) 2 A ¥
4= glct. o wddln gl HolA el oz AR
259 5948 we)ErhH(van Heijst, 1999). 2744
&% (neuronal activity)-& 713 2719 '4g dA| oA
e ARde FRAAAY 217 Felnt. A4Y
(neuron)2 A& A AR §FAE WHE0] A
&7] A aln, 4xAdE A4734e 1 A Udd
A ¥ Hedste % (patterned activity)& 44
Prh(Streit, 1993). AAAE AR o2 HFeis &
73] 4 Ezgo] 7% RER B33 Alaglos w
2A uergict, dighe] YRS fAHo R AYH
glov}, AAY &% 1 e F5A73A9] 2350
283 A7} gt o3 233l P BHE 7R
2 Fololn] 715 AAY & Yo FaF I
A Aad e Mee FA7H?(van Heijst ., 1999).

Q1z7ke] &5A e #3 Al ¥istg By, 204
7] it o] A7A & F5A7AN vlE] Fa ALS
ute} A%e) ke 4R F4o] AR 204
7] Zute|% A =2 a9s} 933 AFIke] BAgh
2152162 53 phenotype SAlo] wHditin 3
& ‘epigenctic systems 7Hde] Wsith(Fossberg,
1999). Sporns$t Edelman(1994)¢] 'neuronal
group selection theory of mWaw wg AlztAld&
AFoz FaA AAL YESNZY gL glen,
ol2 ViEY AE AT R, /3, o|F9 AlxA 18]
1 AZAY A E&3 #2 dynamic epigenetic
regulation® 8] $£A9 thakd-S Jebddn Byl
t}. 22 o] %] Wi &% o) AR A AR
71&8}e] Aelz} 3 K3Pseizict, o] o]&oA U
2 FA7 A7) B Jateo] AR s
et

AR 2Awg v, $4F 9% 6-85] A7
o 9de] wE Ago] dojdtth: A7 e dHe]
FAH 1 2/ Ao o8 SHA7F 3= 9
AA - A AREEA dFo] st $5AE oF
71ehe AR AR 5o AFEd. AtHes
719€ WA 85 H$oA /M A YA



ok WAL % (reflective activity)ole} Eale AW
-8 (re-active activity)e vi§- Z7]9 dadAY
€] ¥ 9} 3 49] EAJo] ¥rh(van Heijst 5, 1999).

QA1717te] A WAl 7154t ot BT &5 4y
EE wdA7|n o] Al719] $UF AAle] Fostn
g, o, A 4o 4, 8, £, v, &3 29 &
o] REye dutild +F(GMs)o]l #A4dE
(Prechlt HFR, 1997). olgl§ 2E Hlo} 25dHE2
Alolell = Veld), 94l7]zke] UniR] ke A28
LS AR okony, Bub Fo} 3p2hE Wl
2 Fga)8ls) WS PAstn =Psk= A7t
"o} (Prechtl HFR 1984 : van Heijst %, 1999). 3
A2 $EAL ¥ FY& s e T
Ho| A (variability) &2 EAxlojAt}. Gal7|tE H
of &% Hde WL FFI FsisA Ed
(Touwen BCL, 1998).

At o2 Mol 75L& &F(activity)F ALF
(reactivity)Z+e] ¥l &2 A9 e, Hol Al719]
Wol4 (variability) #2-& Z7)de F2 2Pzl
AY &g 7IQAA T Frlol= I3 A5 g A
G5 (re-activity)®] £33 o|& F7HA &% et
A5z 8d g4 deojdn i (Touwen BCL,
1993). gl Fukio] olol= 71 A& 3tx A3 7}
T3 &F AYE g Hed, o2 3] RS
olatd T 34 WMol (secondary or adaptive
variability)ole} &tch, EjAJFo] o] Wol e 2zt
SFA A o F83l0, ol FRI WY S
73 AWM dojdth(Myklebust % Gottlieb,
1997). Waay 3 H &S B ool ol8d Uit
7 - o)A WolAol| A 7IAH, 1 A 744 o
HE Al A5 HAdn gAds oo gy
Z ] g 2Pt BHLFS AT A
3 48 A28 E AF5AA 2] A8 ol F
NEE HA23l @5 3UrH(Leonard, 1994).

gol £FA9 A28-E frdly A= AREY B

< &% 2749 (motor neuron), Az 273 4Y
(sensory neuron)¥ 7§z1417 4 (interneuron) 2.2 7
29t sl ARNe B3 AAoly, V)5
AT FAFA I M vsiet B4 vk 47349 3
g (type)= e NRHEHAY dAE 53 AAH A
o}, 93 924 (connectivity) & 7H A4Y Adg
“cluster” 2} ¥} A7 mddA ApRA 4739

&
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%2 ‘Spontaneous Activity Clusters == SACsg
e S¢3kd 4734 A o8 ¥gstE 3.
3 28dle T 719 SACs7t YtH(van Heijst &,
1999). ¥ (training)ol A3 73Ul A ¥
‘Hebbian learning rule o 9J8) #saldct, 27] 5%
go] X-go= AR o Yotz Fo HY{le] I
Fohe gdl 712dk, 4 F WA= dojdrh. A
BAE 224 =99 glo] Aase F i dAle 2
4y sgdoez dojdt, Art 23 3 (self
organization)$+ Hebbian learning® &%-9&4 714
A (activity-dependent form of plasticity)ol 3lo1 39
& 7)Ao 2 2-8-3cHO Donovan 9 Chub, 1997).

AR gdo] AANAQ] HFL F3AAAE e
e A48y iz 257 3HE Jehlle 493
FEoz A (Y 1).

ls.A.C.2|

[s.A.cC

\
Fmerneuwns ,’ P ::’_I interneurons

T2 [om]

-3
1

—

3% 1. 2o A, EE2Y dZA FR MR B
A, ouM A2 FHeoz FARCH
SAC=Spontaneous Activity Cluster.
oty meo| O8l2 TAlozot LiEMY,

ZIZmeazTT]

-

TRz, ol AQHH 2l HgrpH]g B
HEde] dgs Q@ HIHA BEEH 2FHNE o
2 olsfsta, AFAA At A8 o] & 3tk o
st o2 HAup|(CP)E Eaea vgd BAE 3
A5l dBe 2oln, 22 H4YvH] (spastic CP)&




2o A Alztehe i) 2529 3§85 WHE LouA
U HAle] &4 sAds 24 o3 v 282 =
A o2 dojdri(Leonard ¢} Hirschfeld, 1995).
737 (spasticity) & €48 334 A3 (AHFE,
AR Y42, PIHe)d o8 o=, F2 HF
$%-A749 229l AFHA (hyperexcitability) & °F
Jlg}, =3 AL wgA A 2 FAR A%
H) A 32 H4ddd] AN op7ldnt. B A=
2o] 2EA4-e vl A5 NA4A7A (interneuron)
o] €}, AFA o2 AN HAv M e AN
7140l 283 &g FArH(Filloux, 1996).
A4 AANALe] Fag qge & =83 de
s3] BEE zIAE Rolth. & AZHEF HAvh)
A dPE 28T £49 §2 A5 AL
7153l A 7=, $j9] AAHH 2dE o] 84
#AAY HAguijole] A H3E =AMES A A
B50], At 4] (reciprocal inhibition)9] 71%%7d &
A FE27 AFZ Abolg EAAHA FAFSH(co-
contraction), ¥HA} ¥WHk(reflex radiation)®] &4 #
o], A7 whal(stretch reflex)d] WHE S=-2EE,
AputA) Z 2 (reciprocal excitation) 9t 2 44 5E

& 919 A7EA 22 Analr]d A3l

—L
L.

2. 2sx=H9| gl

o] B E Y W] 99& FE 49T
o|c}, ZZ=3¥l A7) (central pattern generator),
=zAd oiMe] :-427](proprioceptors)e 7l
¥ U& 238 2 $£2%<(internal model and motor
learning)# ¥ AN 7158 FAstet -
$5A Ao zhaa] dstast I

Z28 A7) (CPG)Y 712 gL 2E 53
SEAE TAA F9glel Hdsld 858 AT
£ Az @4 60duis 7030 2 PN 80d
o] Sols} /3=l Wkt Aok, RE CPGsE i
& §A% 71%2 7Rte el F Addute o
3 HES AAES ke Rolth, 90ddidl Eoist
CPGs$ BHE 7H 87139 a7 3L AR 2AA
(neuromodulator)7} S}% Al HES A 7152 FE 8
de7tel tdt AelArH(Dickinson, 1995). A=A
Ae £2AA G AAEE A, €5 A71s% A
ES s gt AR o2 thE S5 S BA4E)

2
o
T

ol
=

L
o

A8 AR MENAE AYAAI7 = St AP32A
#7} CPGs W 117399 AxA - 444 §549& vt
e AL g A e B dE°] dk(Parker
Grillner, 1999).

& O& A LHEEC o] Ha-1ay JEL
A (pattern-generating networks)ll &g Ao} it
olz} &t o5 ATEL ©1% (locomotion)S A
A4 YEYRY NATH A 39} ol &
& #]E(respiration rhythm)& A4dsh= 714E& &4
shed ol$ 8314 ARgEa ok, 2ejy CPGU
we AAANAY] FAHN oY A EHFEM
0]%A4 8l E (locomotor rhythm)& A3 417 VB
928 olsiA7le e Aol oz Aust AL Holnp
(Huang &, 2000). CPG 7159 gl 2437 A+F
E] AEgolA ] AMS Z7k2 o 19412 Sict

AFH o2 CPGY 7184 T2 HIH 2714
AP e ek 71852 4%E phenotypeS JH 3
= AHgE9)2tH(Fenelon 5, 1998 : Pearson,

o
y

[5)

© 2000).

- 410 -

S A%t =] HIYY ESL &F 2 SloiAM
/5879 gt nReg1 F8 V1% F @
e dasiAl 289 ARE A st wE 23E W
<& A Ehe Roltt. BA B 1045, 2/58719
Bl AE-53] AR} LFA +F Yo 2A-E
o] elxlo|Zct. o2& LHTEA A3y A2 2
$EET A FE o]F AN & HFHUR,
AR 9ol ol F HHe] A B JHE
e 2ol 744 F9glel AAE +F A B
29 $E eI 43 Aol E HolA drh(Bassler
o} Buschges, 1998). 2822 =9 SFHLS
CPGe] 744 zA= a3 A9E4 glen, CPG
7153e FAN AlEd o8 2FE ZEFA 80
(Pearson, 2000).

LHFE71e WE 7%l B F8A4L B 259
dE nRFL7) Hedol REF AP A % &
FolA 44 gk, o]5& M) (reaching) %S A4
& = glov wadAQ £5wEE 1EL A
SE5729] o]4E Bt} ol AA FAL B3AE
29l £ (torque) & WA 7 HAE %5 9%
o] 2z A4S k. FulgAE, A4 A e 2
&84 24 oj=A T AYS gk A F5te
WA 234 7125 F 4dA 4¥H (feedforward



command)& T3 $5& 2Ashked 8L 4
& stx, WA 289 753t 27584 A3 e
@ tHChez 5. 1995 : Pearson, 2000).

£F2Ad glol WA 2ol ke g 2
A g Ao Eeld AL FFAUAAN BAHof
slon, ol% WA 2y $EAEAY HdA 3% E

FE 71%E drh, Alzgle] AR 71%E A HY o
E WA HEEL FYY $5¢ Added das)

. % gele] WA 2] Agtslo]x] ex glrk: ol
g 2% Ao AAE dzdle AR Zd(forward
model) ¥ 9hs 25§ olFwd HaF +F WIS
ZA8e 9 249 (inverse model or feedforward
controllers)elth. ol2id W& myo) gt FEATE
o]4+% sl 8¢ (learning)e] WA B ¥ 433} &
Ao 8T 4EE grhe Aoloh &5, FollM
o] g Wy 5o e o AYJ YA 2P
@& 719%tk s Eok(Fallang %, 2000).

S E8gA 249 Purkinje cell 149 single-unit
recording® fMRIZ AH&-% 32 A1}, e *
284S g8 228 2ot} $57149] FFoh
g} 3149 71E0] $4L 49 7]Fd 278l ¥
Ryl fojgt} 9 A MI)o] XFHH,
1 9 $33td 59 YAle 7173 (basal ganglia)
o] Fafith 53] FniR e AL £E|Ed] a5 &
o= o] B Y9G E0] 3eE V&9 Biet dede
PE&H oz Ad3AE Fette Aoith(Pearson,
2000).

2E8FAN F8T A2 AEe B} 7)Ao AR
7] FAAF Y 71 g fke Aok, A7) At
(Long-term potentiation), 7] Al (long-term
depression) R 327t A (intracortical inhibition)
o] APEL ggaA] SEH AN W3S opy|she FF
Aol AAz ol rhto, 1993). 903 £
o} Thargt 71 & o] 8% AT A AP ¥ 2A
o BRY F3A7AA Aol o WA WHAWUA,
ol Ao FAE v £5IY o]F o] WAL A=
& % 9950 HAsIYHKalaska 5, 1997).

I A 71 =40l Ha Y olae FoHU #
$5E& 2¥3e 49 % 94 (primary motor
cortex:M1)e) dgolch. 74 AFY de FHS &
259 Wake uE A gFeA rEstdcke
Holtt. a8y MIdAE &% Waket 84 82 3

ok o
IZJS-\_

.0
o=
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2 AR, 3R M1 472392 28 (muscle force) 2}
24 92 (joint torque)d 2 WA &5 WA EF}
#AY ARe 7lasiee, 54 M1 A4 852 7
244 wQlsns dddte {2 97 2% &¥ 9
o] ztz}-&% M$(sensory-motor transformation)el
B 2 Bl E. six o 2FHAL TF
zA 9] QA A #H TPdche Aot F 5 7
Aejrie] A4t EYIE &% AY € A8
fAE dorg MAEE Al Y Tl Anke
A o]th(Todorov. 2000 : Pearson, 2000).

32 5o, U} SENAMD Tl &5 YL =4
she 548 3 JYo] ohu], AT & A ¥
¢l premotor, supplementary motor, cingulate
motor?] AAIZAME 59 AY & AF a2z
&5 £A49 WA g g3ste £838 7152 A
A Fch(Nudo, 1999). 524 A Q75| &3]
A3 goll w2k, AT E olF 71E AFEkS} dH
Q X @zhe) g A3 AR L olslel AE A g
gg8h= ol ¢ Aoz dolglrt

1=Ka}

| RO HEalnt Mol| HEe)

HEfAIz| 5T} SEHSE uis)
. RORA| SEATE HolT] KEate| Hejda|
s 7| H

oAl F719] A A7) Bt FAAAA &3 &
3 glo} Abg e MAA 718-& op7ldhe U, YA
WA 718t el m A 9 AAelr]rle] HEgE o
Aoj), ZAAA E=E gl 22 w2 &
£33 71%38 Al E WA} (Boyle 5, 1994 : Kirby
%, 1995 : Dammann ¥ Leviton, 1997).

A g op7|she 4714 thE AR} AtE A
ged, A WA A2e EusgAle 40184 A%
Ay Aozt AdEHe Aoy, 5 Wd =
£ g4l 2719 dolvhe AT (WHelA e 2
2] AR ez Qg #A7] £4H ), myocardium) 22 4t
2.9} ity ol oigt viul4 (intolerance) W&ol 1A
Al H A AdS dogle Aot A WA AR
A232Q BAF Aol Al7je] depd A4 AdE T
3o, o] WA A2E "oyl 7] H(F 74, A4,



Ea)o)u} etz £a](chromosomal, deletional,
single gene or migrational) & 7KKz $lo] F¥53F 2
2 AAYA A% e H4r|R dddke Aot
(Parer, 1998). olZFelA 273873 &4fo] A2 A
Asln] 9ol Aoz J|QE A AA 29 ¥4l
Hlo] 23& Fo] BI|Z gt}

Bl HEyge Hoht Aol ¥ &% FY
o] AAAA FRE oju|grh. EWHA] (perinatal
period)8] FolE, 24A 7Y 4T 7Y, £
RNZA A S4F R 24, 92 285 o] FRE 0%
2893k, QA 247N 4477, Ex BOA, £0A 2
g nEgtae FAs o] EHuitt ot
(Dammann ¥} Leviton, 1997).

BErAe] AataAd-sldy HEAelE 39719l Y
A ¥&el waAes sjde fAR g =
W, ¥o) A&zl ute Feetz] 2olE Helth(Berger
¢} Garnier, 1999). =5t AAG-518 AT &
Ao ik Qe A EE oY 7] 8 o3
gt A gt ol2d 8<lde, AT A=
9} 7]7H(severity and duration of hypoxia), WAt &
e (metabolic state), A8 H el (cardiovascular
state), A (age), 744 (plasticity), €49 184
2 3| ¥ (intermittency of insult and pattern of
intermittency)©°} &l2gc}(Parer, 1998).

A& dolollA] Bt A - Fo] HESL R
24 A7z YPEY, FIHeR HR ke 4
o] 7ol AF F8 7| He] 44 AH] HE:
ch. o]A AgatolA AR B As TR
7} AHE-EY HFAMER Aate] AAgslo] tiAM AT
(metabolic acidosis)& Z3hH FAle] 22 o2YH
o olAtgea AA BEFEHAAA IF IT
(respiratory acidosis)ol ¥ &cH(Parer, 1998).

gjol= mztd-ol=a g A3A e gFdst 55
717, A ) ese] HEES T A
2k UGAA Ah BEodis A, £ T8
a2 e 7)1 HF, A 282 e F EES FH
AA7)E AR 718 E SgAzich ek AN &
Ao] A&HTA 4k 222 Qs Hox e i
34 Q12k3)ukS-(oxidative phosphorylation)e] A
g 2% AAAE &40 doldrh(Berger &
Garnier, 1999).

A A2 Qoloz Fpg A Ehde 992

—10
& FH
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iAo Az} 7148 Beeln], 7]@H o2 Agh
A-8184 e 67k g7t Rx HAY. &
Selective neuronal necrosis, status marmoratus,
parasagittal cerebral injury, periventricular
leukomalacia, intra-, periventricular hemorrhage
9} focal/multifocal ischemic brain damage®°]t}
(Shevell 5, 1989 : Volpe, 1995 : Berger %
Garnier, 1999).

o] Z)| M focal/multifocal ischemic brain damage
7} Borle ¥ Hedd A AR s
glon, ol F8 Uy T 2s FFHAE 99
el A dojutth, o] Heje] &4 Al 285 o] 4]
£ Ao Fags glon, gopd Y&t 371
3ol mhe} WA= F71gth Atele] 90%eAM F9 H
H (arterial occlusion) & BEAoly F2 A& Fy
Zai.& AW ecH(Volpe, 1995). 443 H&dae o
2/ vA& e AL utE 23 (scar tissue)ol A
A=A g1 sl £ 3 o]4de] dcyst)o] BAET
ol nA<H Hel e FESSY R3] EFET
Y3 S84 S4o) U RAAYG JLIAX
(astrocytic) ¥Hg-2l AH= vehue, 384 &4 o
8 ob7|s]= Fejeta] sl £F H9 Aszo wE o
ofgt Aoz FARUHVolpe, 1995 : Berger
Garnier, 1999}.

o 3 g e S|P AEARe] Wel e g #3 L ob]
g, &4 3L A% 27] AB/FA b2 FE
A ojnlicatel &), &l AXW HAEHHA A7
(free radical)Z7} @ ZFEAAM EEA (excitotoxicity)
9] gAd EAE Ve, 23229 peutrophil
leukocyte?] ©1F, glial cell®] 8%} o|& G434 HME
o 913 cytotoxic substanced] ¥H|Z EA|oA=
d27] =3 8T A EAL WPl et o] 235
o], o} EA] 2 (apoptosis)E MAEAA o] wedt
A Wszlel @ REo2 Vehbx i, o Y F @
2 el e Fe) 4ath(Block, 1998). Al
2o A WAooz HE 7% Folst AX ¥
o EAE Jee, 4% g ofrste A4
(necrosis)$be WA olHEA ~(apoptosis) E
Z2aYPste AFARE Aok Q) iR L2
oJ&] A4le] DNAE =3l $5A F3oltt. 9
AR L QYR gE&Aeln}, 44 &% (chromatin
condensation), #¥3Hmarginalization), £%



(segregation)®} ¥4329 Y (fragmentation)® 2
& e 5HE 548 7HvH(Stoll 5, 1998).

ol AR 7158 HAF AhTFo o ETMe}
Yz 283 28348 998 . A4 239 A
23 AZdA e Y w2 A4HQ AuAY
& F8 = 3t AR ANLFA] Hole FAIA
328 £ YoM HAHF ATP &5 #A
& o}, A3 duA] diike FaEn. A XA
9 Na+/K+ HZE ¢ o]} o] Wisi=E A UNF
o] WA E A% glo] whagle] RaAlr} doju} whe
%o Zf ol &o] AY-J&A ZF Ad(voltage-
dependent calcium channel) & £l #3450l Xy
o] ‘'zt IaH(calcium overload) & ob/|3h, 212
Q18] protease, lipases®t endonucleases®) &43t=
A# ME £4F op7|dh(Berger &% Garnier,
1999). ¥7HA<Q Z4 /9L glutamate-regulated
ion channel® 843 A72H dojdtt, A 44
A glutamaters 3BAl presynaptic vesiclel
A dlEse], A A9 sFdNE FA4E
postsynaptic receptorg 84318l A3 Al XAU]o)
e A 739 AXALE obl@cth
(Schoepfer 5, 1994).

Glutamate antagonisti= A% ohie} Al Ao} T2
Ao MAAF-HEA &g tigsld A% BE
A &S 3ok o] Wil Aol FolA, AataS-
384 £3219 39 glutamate &12]+ epileptogenic
activityg g2o710], o]z g Are K9 A&xd o&
h(Vannueei %, 2001). $89] 433 Ao B
A g %2 10-12¢4% FHdA 7 A e,
o] FENME iscelectric EEG-activityS RSt}
o] glutamate receptor®] M ] WAl wgd
A g gEolztn Rufick(Jensen 5, 1991
Jensen, 1997). ¥7tH o2, AHAY 7142437 g5
M F8F 985 933t B35 (long-term
potential)®] Aol F=¥ WY GFof e et
Al 8t (Bliss & Collingridge, 1993). .

F A dojile AIEA ouix| 9] 22w AL o)
N A AR JAEH =, A 83 ARdo] &
A Ho] &8R- BejelAe] g gtde
Y 2o 8 n Y &4%F dd gAde
A HolAM B Hob HoA maA s¥dcty 2a
At (Berger 5, 1996).

AZ O =
T o7
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 EOEE ST Hel7] ey & 4

#atot PSYSol|A 2] st

a5

BOA] HE4E RARE 49 W& AR &
% 8% (motor behavior) 2%4E 2 dtin Ha=]
o} el ole &% 9% TR we tEA 9%S
wer), 43 #H-L AAH ¥HS-(postural reaction) ¥
Bstm AREQ BR-AFPA 5ol Ao} £ A4
Q7] H&d F o49A 9%E test e Aot
(Leonard, 1994).

A HER B A HEY FE T 7P AA
g Hold de M FENMY “low-threshold
tactile pacing olgt Bal€ A HkAle] 3]Bolr} o]
HRARE QUL frole] A4 3R 9} 31 9] = wiAlY] A
AL el fAlslc AlQl BEOA o] ukg-2 A o
/3 wkAteln] AQ17) AEY JE &3F 97 R
A A gt o] ol A4 EEA 47349 Hedt
2 7kaAd elvh =, A3 frolst BE Al 712}
"rth(Leonard ¥, 1991).

FH3ANAA E4F YT Ao £4A S ¢
E3ct, 22 84 SAQ A74A ¥t dojvteg,
FHRANPA E4F 35S FAsKs 71de] A4 FET
&3 FEA T = 2t o5 (locomotion) #}
Z71(hand grasping)® 82 &% PFTES &4
T 95 A gout IHAA UdH A &der
Yeh =), ©|E “growing into deficit’ 2 %}, 7%
3B &4E AR ud &3 £ WA g AR
o wtd #£Fd mt Jdeld o (Leonard
Goldberger, 1987).

A28 HAJvp]ote] 739 & ¥EAHmyotatic reflex)
727} WA} WHAH(reflex irradiation)©] §42 o2 )
ehdt}, skl WRAbol@ B3 AR FE2Y BE
ol el A7 AW R 28 M E FREo] 2
F&o] 2R JYo g, Ao wdsln e
A4 ol z vep v Adohs wE @A of
23 @] AR AY 73X A Eh{Myklebust
<} Gottlieb, 1997). 7w & HAJvju]ohz W-E.o]4
2 28Eo] JelA, &34 & B oA A
odE TFHEE Holn, AYP29 FEF FAIEFO|
yeldtH(Woollacott 5, 1998 : Forssberg, 1999).

HAduhlolz 71914 (dexterity) E3 S45 0] 7]
o 2+ EAE 23] AT AHA 3 ¥ A1)



viebelx] ot} (Forssberg, 1998). ¥&% ¥ Jeht
e 104 24L 54 343 &422 (specific
negative impairment) & 2% &437e 5Y3oa
vehta 87373 87 g F0H - ATH £ &F
$8 B4 71&o] 2AHNEE NI @H(Canning 5.
2000). =& HAvhuloke &v1e 3le] 4 23] &
Asjo] Bxd gloi2g opy)die] E3e SAd B
3& eAdos zazasisled o et
(Gordon =} Duff, 1999).

73A¥ gvh)oke WA A A & &hie
t}, olg& &3] folrlu A4F oz VYeldE mirror
movement’} E&%|0] fradct, & &4€ AA9
Ay $5-& A43% AA9 mirror movement’t ¥
nhgz] erechd B7153 €t (Nezu 5. 1999). °f
S5 &A4RA e ot stady AHzH 3
(plastic reorganization)$} &9 SFAALL2e] F
29| NAHLE AP FAE vt cH(Forssberg,
1999).

HEF L AT A2 o oo 3d APY
9910l B3 glch. HEZF #Ae] oF 85%« ¥
(cerebral ischemia)& 2% W ot H&EF &A=
&%, 37t a3 Al FA9dE dolF B FA
(neglect) & 7AW, A 89 74, APZF, I3
o] &4 719 Aost 22 A4l A &2 vt
Ak, 53 742 F40) A ol & AR NH &4
2 oA gz fa BAE W Aotk (Bokura
9} Robinson, 1997 : Bradvik &, 1989 : Godefroy
%% 1994 : Block, 1998).

HE2%F Jehls 77 (spasticity)& 54T
#gAsA Jehudn, 2320 JAAZ 25e gslsn
2% 99 549 ¥3E BAd(Bourbonnais
1989 : Gemperline 5, 1995 : Levin %, 2000). ¥
2z T Jghde &% U8 29, ER-AYAHY B
€53 BEA] &F Azho] 4K P E HojA|
3R] W] EFA) B Fgol e g o, A
dxe] 223t Ay F9Y(recruitment)¥} A
(derecruitment)®] AZAEY $go| &AHe Aoz
B3 HAcH((Levin, 1996). o3& &% 71584 &
4} 7140 s WA AL opt, A 5S4
g ukA} 7| AT F3 7| AL vk 252 2Y F
34 Agtez B3 glti(Levin &, 2000). S Hep|
AN &% Fle 5 53 3 (central

o O Z
T &

Zjal

= e w

o =

=

=

O,
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specification) @] A3, 28§ FEAAM Y AFHAL X
z2A9] A FH FEAA 2327 AT 9H9
33-d W3 YAk 334 HH AN o]
the ZAolt} Dewald $(1999)& H&%F ¥ 54 AT
Ao A4s 9d ggo] £4€ A9 NAAWE T
£ 28E5S 2437 He 298 2, 293
2 99 94 492 dFFez T FAEES oM
3o 23 Akl ApRAQ 3 ZGA vF AU BEL
2 PFE-E oy Bt

SE71EE £53140% FHE dAHI(F 719)
7 £ 258 ssted, HEF 79 ¥4
£ 719, A%, dole} YT 2 AN 499 &
A& Jebdt(Tangeman %, 1990). z#u
Winstein 5:(1999)8] H&4 H&3E LFdaolgde
AeAe) Ane B, 32254 I9049] HEL
HEF BY &4 F 7led g 9ol ofd &%
71&e AT Agd ke £ Aoy 93
Zrha gk,

ol/gx} o] HAwl|ote} AQle] HEFAM Vet
£ $3y5ad WHsle fAREHA Holu, kA
(hyperreflex) ¢} 732 & S\i3lse A7 sz g2
Al Yok &tn, ad] whe} 27] FAY FEHQA &8 F
A =3 Aol E Folof it

. = &4%F s5ctiloM e HE

7t} 2 EREFEES ¥ WA &4F 49
3E-S AP AR AR9AE A7 A
g gAe PPN 715H - 12F 7t 5YHE
7Hcke Aol & A &% Al 7154 =
& (maps)7t A8l 8] 2o KA =Y F39 2
Zo] el gl gA kel o8 el A7|= ska, o
HuAe] ge AU S48 &4F F3A HE
PRt 2)(Nudo, 1999).

o R Y5 Hste Wides old &4
(impairment)3 o g}, ol& &4 BAE % Wzt
25 33td), 4249 2% e 954 WHe A4
vt o] £48 op7|ay, ol RSN Rl
$59 &R g AR ves Ak do
(Whishaw &, 1997). 49 Hel 2%, ¥ 55 ¥2
ol g AR FEF XA Z A Hni, o] AT} o] 19



£ Aujshe A4S 44 HAdMe #4871 A
#(dendritic growth)® 97334 (synaptogenesis) &
of7|gic}. we &A% Z27] GAlo] olelg &PdA] &
2 ARG AME-S AJHE, A AL A=
71%4 Axe dstddn ZaHAd(Jones F
Schallert, 1994 : Jones 5, 1998).

Cortical injury

1

Acute pathologic
sequelae and
resolution

l

Behavioral consequences
(initial deficits, recovery,
compensation, persistent
deficits)

™~

Maladaptive
processes

g

Adaptive
processes

N

Behavioral therapy

Pharmacotherapy

oE S5 SN ATe 320 IS
Fe AT BYS

ag 2,

Nudo £(1996)& 5 FAglo] U3t E55S
FYP&5 iz 7137 TG BV A8 FEL
z2 &9 Zvlelel A% 7188 L f=de
U, HRE 24A2E o] FRE B4 FHE L FEL
7] ¢Ato] ZriEdckn Rangich, ol 27 &4
2 23] £ F7e Erskn, REAQ AEE @
FEROE 7]%0] ¢ PIHAT. ol WS g
T, HAE 59 Ee AYdXe B4 &3 gdd
otz £t} (Johansson, 2000).

a8 3% 2009 HEdo] HUHAQ &8 do.
e 998 FAUN? &% %L glutamates}
catecholamine®] #l2]& £33t} & &4F 27)de
FEA % 444 7)Ee] ¥4Y o o Wa
Q39 A YEYIS}L HEE AR Hof glon, 2
1Az $% 8% 98 f=¥ A 49 g
2 &4E 377e 9490 € (Humm
1999)

AEHoF 27 AN 71 FaF A= Y
& ety a3 A4 A4S A AYS ¢
EE Fdshke Aolth. 53] &4F JAHR 4& He

A =
Y:_Z: 5,
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(bi-manual coordination)& 9] =3 7taAdel] @
Ag & vk B Yot ol @ 71 LE A3kl
A% AL ded, A3t A4 o HEF 24/
olulo] &% Fd(motor training) S &4 ST of
Ua 4AAQ FEg AANEFL 7] did ¢4
aA el @A 83 constraint induced
movement therapye g &3 7|dES vk
B At Levy 5, 2001). &, WEF @AY AL
&R e A9 AH-E dAste B3 A
S s1AA 39 AR 9] A FA A5l S
3| 8o f3 AHE Z 3t Miltner 5, 1999).

Z o 7t B BE WA =38 (cortical
maps)E  ¥d tig wgepel 2 98, 49
1} gl ) $FPES Qe Aot He 7ty 7]
Holt}, o #AH AFL F4E7] A
(dendritic branching) ¢+ 27449 3 9HE& 7111714
g4 2AHtrophic factors)E A% FHA 2EE o
E3o) o83t Wshe gAldl= ob18rHJohansson,
2000).

934 949 FF5-<&Y £33 4 AE 999
Az IRFEY SF3UGA vl FRE Al
£ 7149 #7173} (long-term potentiation:LTP)%}
7194 (long-term depression: LTD) 7]A¢] X35
o]AtHBear 9 Malenka, 1994 : Buonomano
Merzenich, 1998). 94 AAEL £4=7] HgE
ZHAANA AESE AP, AFIFAA
{neurotrophin : NGF, BDNF, NT-3, NT-4/5)< 4l
A9 AED AFE AX, dEAY I A5 FF
ARANN 28la EFF AL Aol 94 & 1%
t} (Skaper & Walsh, 1998 : Klintsova %
Greenough, 1999).

£3% 7153 AzA s 7|28 ol Fe AXA T
3} AHA 2ol o7 wsletA WAl AL oA,
AR T ATFEL 34 714 & ¥3)7] Al
(29 3). % HA &43F UG 723 Wt o
ojdtl & Mol &R gFe S dixury
dAe] 7AZtEEA AN e &4F 18Y7A AMS-
ol &4 #4457 A% (use-dependent dendritic
growth)e] dojutz, 1 o]Fof ZHAs]o] F o] €},
$4E7] Aol 8% FAET} AYstog, A4S
#8439 Hd AHA7IE A synaptic densitys}
spine density’} @A 3hl Z71€ch. o5 WH-H=3



724 AgEe 715AA AzAs 302 Q8L 2
Fept P54 HEse] BAde o] dol Ak F
A2 Dol $487) ARt 954 9
o] 9529 & ohithe Releh.

WE gz Wy &9 kel oE 9]
NE dojuit}, 385 2L o] W35S amphetamine

Ee AZAHARNGE) 23] 2F=4AF Aoke
Rojnt.

olgld 7xA WSS &¥ A% A B
gom, &34 AAelMe 7187 - 72H S %
3hal7) 98l notd AHEL oY T2H WSS
330 Y & & AHaY 3)(Kolb 5, 1996 :
Nudo, 1999).

Ipsilateral effects

Decreased spine density
Increased dendritic branching
Neural sprouting
Synaptogenesis

GABAA receptor downragulation
NMDA receptor enhancement
Neuronal hyperexccitability
Facilitation of LTP

Alteration of motor maps

Lesion core

Perilesional

region «,

Contralateral effects

Decreased dendritic branching Increased cortical thickness

Dendritic growth(up to day 18 post—lesion)
Dendritic elimination (after day 18 post~lesion)
Increased spine density {after day 18 post—lesion)
Synaptogenesis (after day 18 post-lesion)
GABAA receptor downregulation

NMDA receptor enhancement

Neuronal hyperexccitability
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a7 3. 2AASEM mE aAF DX 1ot J|soiMel ZI(Hel ¢t A

[=]

PET, functinal MRI, transcranial stimulation®
magnetoencephalography(MEG) & AH-& 43 &+
& ¥EFF 7154 AxA3 AYES ARNE
tH(Johansson, 2000)

A2Hoz N7AY 94 N3 sl 28 g5
o8 A&FHoz AP iz B glch. BHE
B3] 913 He) AAAHQ 5 B AL HE
Z 8242 T AP AP A A8 d5H ot

V. X2H SHete| oAy
¥ &4o2 of/ld AZA Ashe A AP

£4A) A7%E Az W wAel wet thacks 2
& gusn, A2 4TSS B £F FUe 1y

Al 2838 ARtk AS g5 Ut o2} Hike
epigenetic neural network?] &gl oJs] o}
1, 3£ W 7 7153 &% Hde] B3
7128 AEg M dojdr}, HAvialole] 7157
% o8 wael RAe A4 e &4 7P
3 B 2ridew 3o ArjAe ey d7Ee
24 W3 220 oA zAdA ] staA BEE &
olglen olgl3 WA Wsle 24 AANGY 2
2wy Hez oAz Wshyt dojuA "
(Forssberg, 1999). 28)n2 HAvju)g} g FTA|
o &4 HUEFT 22 AU He&dEd o g
55 AAA drt.

¥ AujlolollA] VRt 4R AR1Y] H&Ad 4
g A5 A ez FARIG ddets, de A3
2] 714 & 7}Atta Bolol Fit), o &5, Tt AA

- 416 -



g2 Wdlo] @t A o] Z}zte] & di) thaA| vt
S3te AL Aol FAT AAsL obdE FH
ook, 9 AA & opylshe €le] a2, EelA
8 7Y =3 xlo] utel ch2A F2slok & Aol
(Leonard, 1994).

HEAE FPE dubAdl P4 A A4S B,
H23 ¢ LFAAY AL WA 43 BAe] v
b, 2 ARAREE bQlee d¥a g A
o] Z B}, ¥k} WAk (reflex irradiation)-& >4 vy
AN Vet A7 HEFF e deh b et
(Leonard %, 1991). #8%4 AF-Fx TA
(Hyperactive stretch-induced reflex)= 471 H&
Z 2R HAdupole] B o] 2 FEgE 1|
A}, o]eldk HAduhlolor B4 Qe WAL HFE A
& A739Azke] AAA e ey o)z Ay ds: 9l
tH(Myklebust 9+ Gottlieb, 1997). 222 ZA&
JAlete A8 7IHME2(d, inhibitive casting,
splinting, deep pressure) 1|7} oJd xRS o
2o 7153 Walsg 458 Rolrh, e} e 7
&7 ieA] 7153 457 ddsEe AL opug A
83 FAe A3 i sl &5 7153 ¥
g 2i8) 2okt ek,

A LFA AT FET F A JAE
Atk HArhpjols 245E 2 A 841 A
FZ $5S JARRe A oj# &2 7HAr). ol A4
329 19 i 3 FAMe] B3}l 417} QA7) W Fo
o} ol BEe AP gl o A8 %S
weth & 54 34 74 2 SEdud HHYS
A7} JAABIES 3k 4T go] SAE € A8
2 A7} A7 0)z ) (Leonard, 1994). ©12 a4
TEH A FYA] dojubes BH FH9] 2584 &
T FEAA BAR AR o] $4o] 87
gz},

3% 27lde 54 £549 A5l A&
9] 713 FeEz BB} €9, o] A7) B¢ HEF
Ze BAo] 238 2 Q2L 8 V&S Y5IA
%, By £ B 239 2L AA JeE
S AYS3oltt At +F ATdES oK 2H B 2
T A9 Fol ot XA o2 Wlsh: @7ulel
A AASA SR ole W B NYH Jed AF
Sdte Aot} 53] ol2d g A9 27 dAeA
© 9AA 8980 F8F S FIFFHColly o

Zmeo
ZHEST

o, o
SUSIE U

-417 -

Beech, 1988 : Magill, 1993 : Proctor $} Dutta,
1995 : Hochstenbach % mulder, 1999). 2322
BAAQ 4 AU F HEYS R AU HEF
Ao NgF FAE 7Hed 3 201 AAY % V)
£E5% AYET F U=5 dok jict. F ohdgt #7
dA EAE AdHez §7As ke 34 AP &
T A8t ol 2YE 714 2cha &

AEH oz AR £48 712 g9 AR &%
7153 Ne] 2E olF v AT - v 7A
29409 AR w9 93, P=. Welol ok} ook
slthe o] WWsing, g LSS AFTY &3S
71 BzlA B4 A8 7S A8 AAE
¥ S girt. 783 A7 i el A8 7-Ed
uigk A2 s $He] a7, 7|2 AT gy
g E33 AFES A44oz APgezy s
BAHon Ax-EeA Y] AR 7IYES AFehe 2ol
8] d7HEY] AR Aolnt.
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