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Neurofmychological Assessment for Children with Psychiatric Disorders

Min-Sup Shin, Ph.D.*

— ABSTRACT

Present study reviewed various standardized neuropsychological assessment methods for
children that are widely used in Korean child-psychiatric clinic settings to evaluate neurological
problems, especially soft neurological signs that could not be identified by neurological
techniques like CT, MRI. The characteristics of those neuropsychological test responses in
children with psychiatric disorders that neurological factors are thought to play more important
role than psychological factors in their etiology were examined. It is more important and
required to establish the developmental norms for interpreting the results of neuropsychological
tests and for identifying the signs of brain damage in case of children than adults. There are
many difficulties in diagnosing brain dysfunction and conducting research for neurological
problems in psychiatric disordered children due to lack of the standardized Korean version of
neuropsyhological test for children, Therefore, several issues on developing the Korean version
of neuropsyhological tests for children were discussed.
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Aol AR} A AT 8E B2 YE oFFET
o H&atd e AR, AMF, P54 EAR
st} Aol ARZ zHEo] 93 HE A7 Hwsi
wzbd 9g 2 AolFARAHQ Ego] Wad B2
obsEol i A3 Ay X8, 1 Yoo W
52 A =2 IPE AYIH] HEME AR
B77r g5Aolg & + Qi

A 788 ulA Z4Hneurological soft signs) 43
%2 A7A A (Central Nervous System : CNS)¢] o
of utEE AL oput, opke CNS| Zolo} dds
o] g Aoz F2HE P54 FHOZN, AURTE
ool AN FHHAT AASH nA Foo] AF #EFH
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Al

), &% A%l AREX o F 7] T}
< “developmental milestone®] g XQ” So] 1 W
FAQ dojri(D).

EEG, CT, MRI$} Z& A AEH HAE L A73EY
U F38 gASH=E @ U7AEy) dEel, g5 Fof
(Learning Disorder : LD)\ #9384% glgd%s %
oj{Attention Deficit Hyperactivity Disorder :
ADHD) ¢ 2h& &opH WA Fofjo] gdd o2 A
ZEE "i diY 7153 (Minimal Brain Dys-
function)t} Mg AAEH FAE 223 AAZ &
A=A $= 397} €k 2 PET, SPECT, Brain
Imaging 5 T Ad Fu|9) Lz H&g A
sensitivity$} specificity?t Fotdl Holy, AT
AAFE L o 73] &Y 7o Aol ek JR o
 FHo B4 559 &40 owd 715 A%S
zHs=A i R Aol x5 YR AR
g AZHFA Rt 59 A gl

s, AR A AARe AR w4 344S 5ot
<l U2 AR Fate gAS HasE 5 Q)
o}, 53] LolAAT JHolA &3 G Hr} =7
-

29 5o gk IRt olg, ol &Y AR U
FEo g FE YrHE AAH FgS Hole HoUqgh
49 (weakness area)s} H|@H A w2=o] ¢l
= 9A3 4 99(strength area)oll 3 Frte §
3 o}59] Aol A= 9 WY AL FAANT 0
T3 A - A 488 el o875 o5y
WA e di3 ARE AFETE o otz & 5 9
=3

EadAe vt Aot FelF 1 YU EA
A A aRIBTh= 78 agle] gl oz &
AEIAAY, L& AT o7t A== 2ol g A a
Folg FALZ, S da] AMEEH e o8 417
g gr iE ANEkn, e A4l A
Az} Fofl o}sEo] Hole dutAQl vk 5AS )
g g

AaalEs B} wy

1930 dTh ke g A8 97 Wl A

Al
(=]

2eRon, oe AR HAEL Wt FHd ©
g /pdE o2y AablE gl dFE dAET. A3
283 FrlAe vy & 28 A4 eI E
ALgEAEeg, 7 235 e 4, &2 A
o, 1 AE et AAASFE AEs 9o 239
Y old &4 A AANME A, 2L 29E =29
A HA7A oFgol AGE HFo] FAUA, a7l 4
rht 8N E 2] ¥ HAFTHA AL
gFe $AE T A H9, 2R& CNse A7) it
g 729 #5% 932 (), A9 ol2AHE 7
o] 3 AR FoP L BFo) A 27N A
F e AT o8 o 8% ARE ATE + 3
ok b oo A% AN E ¥, 2 A
HAAAZL EEZ AAIH .

1. 5715 Folel My =722 Wechsler 0}

=8 X|5HAHKEDI-WISC)

Wechsler A58 AHAQE, o &) 23 A
A2 3 Aol AAAL RE0E EFEHT, AFH
2atd FrlolA 283 g J)%& ¥ KEDI-
WISC(2)& o+ 9dojA, njdol3 Q=] st of
Jgt AZ -85 715 Hrksked, H7)5 Zdde 8
& 59, 584 gL A9 2 € F459 Auy
9 A E 2T 5 7] dE, KEDI-WISCE HE
e} 7o) wzre Atk ¥ & ok

¥4 o}FES WISC 274 B71380 A d4ito)
Z Ago] i, A4 Qe T4 1QTHl 303 ol
o] z}o)F molE Aol Atk o) e FAR 2ol
I obFo| £yFo Rol= AU AR -8B, FH, 7Y
Yol =34 i, AN -85 B39 oleie-
g UZEA @R ok 319, o]Ro| AAF HjaSHH
AAH B THY oS =TI o, HE
Ao e BAA A -$(compensatory adjustment)
Y9SN EFII = Sh(3).

1) ool -S54 %52 Ao

Black(4)& 2784 EA%t Aol -5 1Q =
ol9) a7t A AeE RIS T, 1581
9] zpol7} HE}S A #7t Ak Bk a2y 23
g Aol AY olsEdAME BHD 5 glod,
Kaufman(5)9] &7 2w 1740]4¢] 2ol £/
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Hog B4 WS Woldnn £ + gle o2 e
W} olgh o] HEge] fFo} 2, Pl Ao
getat7] Hal Aol —F2A 1QY Atolg A Al
e AR X AR YFHULG, 3), A4
- B A5 Aojgh H&FzEe] BA tisiA uld
BHY A7 AFEo] Bol RuFgen, o3 24
Y Ao 5T YA FF3] A3 H o]
= oFES B oz A 71dd Aoz 4%
HAt.

A= E78k Qo - T4 1QY Aole AF
HES BANAN B2, 2530l AT F
B AAtshe Aoz FHG(T), old T AT
U 32 33 2P M S &58 e BRE
o A oF . dojA Aeol FAE AsRT 12~
153018 & of Ao 5o Ao} A& 7HeAlel 1
A5, 44 A5 Aske A-AZH B9 7Hs
A& Ak

2) 24A =IO 24

A, o3, o8] ZAT H&Ado] dolsT 2 Foll
E 298k A48 Astae 34 H71% Folel 713
A de e webA ol AhAL A 944
3lo] obze] WA JlFgEd dE F4S € & A
(3). 214 BN 89 32 58 AEL T84
A stotd £ ok, iy} 2Xe FEHLS
UE ok ustd, il R@AIE 2 AX =
a7 7] e’ 9 28 S5 A&y Ay xge
TA#] ¥-&-(concrete response)9] 3t djoit).

2 A F8E FF 79289 A¢E JehEd
53], vz gl gr)et AXE gt Ao 2
Apole H71% ele] Wl x| ®olth(8). A EAo)
A NIk e FutTe] &4da) XA 22 A9
FNE BdAE 5 Qo9 3), of 27AlIMY A
ZF TR A BT 2L a9 o3 G uy)
gl HEFE stobshed) 7854 &2 A9Ut gk
(0.

TR 2FAAFAME BRI
Ao 7P AA S 2] o
g0l A& Afel WA 2

Z1eTEd dE M F

27] A7} Hegel
Zol Fupel A% &
7] A%} ok el WA
was 24471 9rhe),

WA 27) AAe e 2 A2 ofe g8 Bkt
075 (3), o] A obE L oFF A& WA Utk
3L EHAY A4 dolF(visual agnosia)d] A% &
T 443 2R gela| & gt

A718 ARAG Fo3F9] ¥l US o, A4
w27] Arle A B 23S Boln, & AFY &
ol BEgE W% st Fukro] EAA e TR
AARE HlEM g Hste Fdg BATH A -3¢
4 339 o= ELRY] HALY] Az FPoz o
gy £3] EERy| AT S g Hes 3
ob5e] A -3t A7k 715l dE BE FRE AT
e o8 {39 H&de] BRI At A%
& F9lerng, o] A IS &4 dqT= AT
glol JA%% Aol FFE & 5 AUrh. T o
o wizah3(10, 1), W9 posterior portiong] &
Aro] B3] QL uth8). ZYRF7] AAE A -X
23 A3e GrlFy, 71527 oFsy ANA A
BA2 58, A4 -5 88, 2R NER &% 59
o tig ARE AFAET 53 FLL V|EE ASH
o2 2 waA A7H4 34 (perceptual rotation),
o 23 FP&x To| Tt Azt ] AA] AF
& AAtgth a2u KEDI-WISC Z23g 7R3 9
Aol He Z2FL wlA AT F gloeBg gE HAt
9} 37 A48 o H& g EPER oS §-8300

et

2. Fo|F AA

KEDI-WISCY &7} 24, 4t &4, ZA%571,
71327) 24AFEC] Fo9 Bl FEsHA T, Y
3 #dd AJES By ARH o Yt dR
< ZA7E TOVAo|T

TOVA(Test of Variables of Attention) ADHD
obsd Qe Aeg & 7HE B A AF
8 AZA d% 8 ZAtelti(11). TOVAE IBM A
A8 AFE 97|15 AH8ste] Ak BE3E A
A2A, o] FAAM AAHE 2749 NG AL
Aoz AR AAE HiFe) AFo off o] 2
A g ol AXE e BT VIEY Yo, 3t
A FAA F, § 3 5 dof THE YR = &
Beth EXA=(target)2 #iA0] He AAAY UR
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o] $1Zd HAZEe] AXHAE A, APA= £
FAFo] vehd dujr} 93-S 52 XA o)
A SR o 23809, BF A2 7 v|EE A=
2 2% A2 2 (.12 FAHog AAET TOVA
dME Fon FHE U HAFR OF, 0AHR 9
F. B A3 g3 H7F Ak A 1A 529
)9 T-F57 AEdd, 3 Moo 6585
o} & M8 o ADHD g gt}
Q%" (omission error)E BF9E 243ln, QAR
2 F (commission error)& ¥4 A, £L 2548
ZR3, "FF Ao ol B A AL AR
A £59 AL, "BXE AFo] h HF Auke A
el EFEA & FojEe nuBNE ZFTT
TOVAE= ADHDY] g3 X8 Fie Hriodx
ADHDS$} LD, ADHD 8 o} Sl Fojste) &
Bl e deled 83t ADHD oFsEo] H)
A B84 TOVA 47 9919 H471 A4 ¥elz
AFE Ao UNRTH12).

3. X|Z-25 AAl

1) AlZ—-2& S8 YA Developmental
Test of Visua-Motor Integration : VMI)
VMI= Beery$ Bukteinica(13)7} 8273 &
7] o+ A-AA4T ¥ P& THL Frle) 94
g AZAE HAlelth BGTY FAH 7152 37}
3}, BGTE 54l0l8te} 0] Qi vhd VMIE 34
ol TFEFE Fy=Eo] 9o} d¥e A Sy Yo
o} ofd o} Bl AE A" &=

2) Wit A|ABtE Z{AN(Bender Gestalt Test :
BGT)

BGTx Wertheimer7t 443 339 A~gE A
gte] deElg S| A8l 1 TS Holsle
Bender(14)7} 712 & H2)84 H7} 7 eltt. BGTE
4o Afel NZ-F S TE8L k) 9%
Aoz F2 AMHAL, oY A AL 4%
Ed oig g £ BrhE) 98 BT EA o4y
e}, dAles HEGoU A -2% F3ol uie g
7}, 283 A)ZHA A&t oyt A A Eddo|u A
2 549 B71Y ob5 9] 3 AF o g dZelt o

FHQ A% $3¢ AT 2HO2E ¥ ol8¥n 9

obe] tg BGT A& AAH LR WAzl Al
< Koppitz(16, 172, 2% 54914 104] o}5E9)
BGT 3l g 223 A3 AAE Agstdss, 2
o A AAE ANL-EF S TS ] 4
& A3 MY T 9 A= E Bkl A9 A, UL
A2 T4 . =¥ 2Ale] dig AP "FH
9 A", =g A", T oJEg’, WE T2
A 7HA] BFE Yo, ok gl 4z =3E
EAE o A AT APHE LFES WY Fvd
Z4zF 134 A Hol, 7] =¥ RARY B oF
TE sl HFHe= AA LR AEE T
°|E ob59 A% & HiwalAl ArH(16).

6Hlola}e) oFFES B LFHE Y & ou o
29 A oFsEE 9470] HHE owE 2F{le]
BGT =32 FAshe 20| 7hediA|e, of 1041734d=
AL 7R 29 Ad-2F S v8E XU
(16, 3). A A A5 7H 104 o3¢ ofFe]
BGT 3 £7E Bd W 7% BHY 7hsAe
A3 £ 5 ok A UG A 94(18)9] dTelA
Aed 9 vk A okse 499 B BGT &F
HAae g 2o 54 6.7(SD=3.2), 64l 2.0(SD=
1.3), T4l 1.9(SD=1.4), 84 1.1(SD=1.5), 94 0.
7(1.0), 104 0.2(SD=0.6). =% 7} 5 AT O F
Ao 2XFUAE 7RIE J5-E EEHe= A8t
o A obgd HEd ofs e BFE 27, A
EFHZTE0] THY 45 95%, 8419 F¢ 93.8%, 1
2|3 94 o}59] Bl 77.8%%) A2 e

4. 0l5E MB 22 Al vlig2]

1) Halstead-Reitan Battery

<l 7 g AHEE dEA]] A34E AR
€ Halstead-Reitan 4174412 w2 (9~144€ Hal-
stead-Reitan Neuropsychological Test Battery, 5~
844 Reitan-Indiana Neuropsychological Test Bat-
tery)®} Luria-Nebraska A7448 €z E & 4+ 9
o 7 AAF BF HS sk g A Ea g
3&t 7Artely}, Halstead-Reitan 2173418 AAke HE
4o Axg ZA3E Golp=d A YA Adol g
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201

83 Ek opzh, ZAMIA] AZhe] T~8A17F He1 |
£o] Bol S22 PAHoA ARgal7)el A vl
Folgh= EAIA ] TH(19).

2) OF=8 Luria-Nebraska 21242 ZAHLuria-
Nebraska Neuropsychological Battery for
Children : LNNB-C)

LNNB-C+ Nebraska ©i&e] Golden(20)0] #A|
ole] MR Luria(2l, 22)¢ AAAE o822 A
o Azl st AL oaidd  @AbgEE
(multidimensional battery) 2, 8~124] o}59] 3+
A3 A=A 7)1%5E 3718 & 0k LNNB-CY
" 23L& #HZ3F(lateralization) ZA3F
(localization) & FE3at UntAojn 3 &gl
ad 7198 943 AgS Aad 8t ol A
Z2 WL AYsa 1 FHE Frishs AL =
2t LNNB-C= Halstead-Reitan A17418] ZA}d]
Ase Ad gy 715& ZHA 3 QAR HAL A
A9 AFA =] HE RS 88A gon, A}
AAAZEe] A olFe) ASollE 1A13F 30264 24]
B AE ALEH, HEA opFe] BLE Hit 24T
30 7ho] 28522 QA AFAA AgE7e A
£3ol1, B4 ATE Bl YA 93k 2704
gk Al AR = Qi 849 A3 A
4tk 2 A F AE, AFd F(23, 24)0) Y
£ LNNBdl 3t 35t 5538 d12 583 v} glo
o 3= o5& LNNB-CE A74(19, 25)0] AF
o] N5 ERE 281 HEy AGL 93 9
d pE S 553 97 E FPsE.

(1) Luria®] A74]g o2

® 71’5 AA (functional system)

Luria(21, 22)9] o|2¢]| W2 ¥9] 7} Y& EF
oA SR QLS AT 7 I HE J9E
7 g7 FE3td B PFE& JeBER Q719 o
g 0] Fol FUA AAE LT o] 9F
< ok, debx 543 50 B9E V)5 A Y of
g FEo] £4EAE o §A sl &4HY, o
Ve AA AYHE P BF FojE @A Itk
(20). "HILA 715A A" F ojd 5o 3} o)) )

Ant Fof otso| dFaelsty ot

Paletal Lobe

Post-Central
Gytus

SECOND UNIT

Pre-Central Gyru:

Central Sulcus

THIRD UNIT
Frontal Lobe

Occipital Lobe
Temporal Lobe

B Parietal Lobe THIRD UNIT
Corpus Callosum — Frontal Lobe
e FIRST UNIT
Occipital Lobe Hypothalamus
SECOND UNIT 9
Temporal Lobe Hippocampal Gyrus
Frontal HIRD UNIT
C —DOifactory
I
b FIRST UNIT
Hippocampus Optic Chiasm
Gyrus Brain Stem

+—SECOND UNIT

Temporal Lobes

Fig. 1. Functional systems of the brain.

This figure presents the three units of the brain as
seen from three different views. Fig. A represents a
lateral view of the brain. Fig. B represents the me-
dial view of the brain. Fig. C is a basilar view of
the brain. The first unit is located in the subcortical
structures of the brain, which underlie the cerebral
hemispheres. The second functional unit consists of
the temporal, parietal, and occipital lobes: the
third functional unit consists of the frontal lobes.
Major brain fandmarks are named for the reader's
reference.

5 AAd g3 A4EE & UeS A AL, o
MEe B4 29 HEAS whe iyt o] Fef By
Aog AsE AL Holx FAY, AT HE
A ol ZAPLAQ FEL Hole B AHHE AT &
At Zzte] HGDL oA 7% AAel Fose
), o]gA H9} 7} 4do] g7 7154 HEE 3t
£ A% Luriax 97154 (pluripotentiality) 12t
2y} wabs @R PFSo] FAS & AE
I $FEL JENA & 7R 75 AT e 2
gz /Mg FE o

@715 AA 7=

Luriat 39 494 3719 7|2 @9 (basic unit) 2

- 119 -



Al

(L)

TE}AA (Fig. 1).

a) B [ (Unit 1)

99 1& Y 84 AA gD gejd HEEE 7
Aee] glow, Huel dFERE AL AN Aga
7 AAUt. o] FEE un FFFAN FeF
AL gt

b) &9 I (Unit )

29 I+ A 2719 gFA F2F 922 5=
dl, 12}, 22, 283 33 490z FAH Aot 13}
YL A J1goz Ry 2Fo| FEHE 27 58
d902 374 49(53F9), N4 dA(FEFA), 29
I EFZ B2 $F AL YEFADY A a4
Hoz o|FojA Ut} 23k ¥Y-L 12 4499} 3717 8}
F1Z Z4zh] Agste 4922 o]F0A 9oy, 13
FHdM FEE ARE] $43 B3-S @It} 2%}
FHL ARE Ar|Hes Hsteg o] REo &4
2 A713 ¥4 (sequantial analysis)el] S A
o @9 19 23 oA F, $u7] 7)5A] o]
7F Ydeh= b, 3 dojol Ay sagd 2t
B EMdA A dFE 3 v, ks B
olFolAY &947 7|%, a8lm FHA #A9 BN
A $AE 48 ot 33 G9Le Pk FAG)
ARt gloH, AT HAZ HHE ZE SHA
T8 94¥E 3z, AFd diF FAH 24
(simultaneous analysis)2 B33t} o] gHaA

o BT 715 H bol7t B S FrtEo), Ak
8i7), 2719t F84 7159 o3, 2gn FYI} e
dojo} #¥E Y ke v, b= A-F
A A, A HFE 2 FI3E 223 8
o, Agditt 5), 92 ¥AolY 2358 I3 Az}
Fo g}

¢) %8 M(Unit )

@9 M9 12} 4L &5 53 9902 o] g
54 289 98E BN ST 252 s
3o, 23} 9L 59 AHHQ HEe AvlE &4
& g9t 33 J9e A AFA (prefrontal lobe)
olgt BYAE Aoz o] 99 FH 7)%& A}
AR H7}, 528N AN 54, F93%F, 282
FxAoltt. ARFTHo] wdgol w2t &y 19 ¢
4 A g LA 715 S A Hol, ARFHo)

<l

[u]

Ad
=

43 F93L A= AAs 24 $29 e o
4 zgo] P

@ 715 AA

a) 1 &4

99 1 & A9 27|%H dEsd 4T 127199
Ay 223 71580 8o 3 @4 AAE 230
BEE A7t e &3 uje wzsie] 24
ol ZHA 3} Foj o Folg Y F Ytk

b) 2 B4

1 gAo} 22 A7]d] dgdte] 3% 127140] Hd
53 A48 5 A Hed), 2 dACdNE 71EEY
b7t - 25 5L B3k B9 119 19 13 990
g2 =Y

) 394

@} F SAG 84 B2l YUyt 547 &
o] gt B9 19 Mo 23 FHo] wdan,
24170 Hgo2 o] F39) HlAdo] 39 F37} U
ojdt},

d) 4 24

TE 3 585 gEE vy 19 33 49 (FHY)

LRy

oY ofN

N

i)

- o] 2=, 5Al01F wEste] 8H|F o] Hojof 3

8 @43 Atk wepA oA AHe] FHY &4
o] Zap= g4 ol Tyt B2 £ o}

e) 5 &4

99 M9 33 G HAAFH)L 10~124 o] Fol) %
93}7] AJF3te] 200 ZRAA] AL dgo] gt

(2) o15-8 Luria-Nebraska 2 734] 2| 4AHLNNB-C)

LNNB-CE % 1492302 o|2olz glon, INNB-
Col x3d MAEHQA BAFE BF 49700t 4 &
ol dig o}sE9] ¥ dAFER g 7T 4G
3] 03(3), 13 (39 mofst 574), a8ln
28 (A& A3 FA) o2 AP, o] A AMHE
Zt 23] AFEL Frwz FAFo] YFFHog 7
Axd T-AFEHT 50, ¥F ) 1002 kg
LNNB-C¥ 234 359 44 & 25 d4&shae),
EO AR 7158 Hrlshedl vl g Fasitt 3
¢ AZEL 1109 I HE(Clinical Scale) -5,
25, £ A7 80, EHA], 271, A7), Ak,
719, A4 34 -9} 370¢) 2°F X (Summary Scale)

=
]
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20t

- A, FHukE ek Hx -T2l 11709 89
% (Factor Scale) -3 43, 5% 715, A%
of 2A% &F, 54T AU, BAL 5, BAL &
&, g5 AR A, 747 £4 o], 53 Ao &
oj¢ 7 e AT -2 {9 4 o}

11789 94 Az} 1719 W] AxFoA, B4 o}
&9 dRoA Belgtn 7HHE & de FF =
T S (YA FE)E oM e AEY F7} 37 o
B o HEFE A, A £EE dolbE I
o 7t DR olatd de H&dto]l YIS A,
2709 HE7E YA FEE Fold de AN FFe
HEFE AAtehE AoE FAH o= sAigrn

20FH D} Zof REY AFAE]
ZAA} HISEN
—O T o

1. XhE| ol (Autistic Disorder)

A Fole JAIAE TEY Fol, AHFH BAIA
YA SAT AE, BolstAY Add 1 5
YAHQ FHoE Bolx Big wa Aofo|tH(26).
A Aole] FA4E AHE) 98 JdX A, dojF 29l
I 2+ 5L "lF8A theory of mind " 7H7AA
Thkgt o]2o] AAHo gt} “theory of mind’ 714
< A5 ooz A S BASAY Adot o
59 2 R4 AHE olsshe Aol Brbsdithe o
22, A5 ool Bol= gAaT T3 343,
A28} 59 9] o7} theory of mind®] Al A 471
har A @H(27).

s e B o|@A ] gl7] YEo o= 1A
olEoRE BE AN TS AYE] BiseEy, 3
Aol = 2 Fofo] YABAA 2Rk AT L] B
A, 53] 29| & Ao ZAE FH Yo Ro}
44, A2AY 809 #4e] AFHA oY}, HRAF
02 of FelE NF-AEHH 29lo] Hojg WG
oj 2 olsatAl HUTt. A Fohol A fragile X FFF
S TFT AN T2 oy BT AUA 2
$o] FutE | catecholaminel7t Q& stA BAE o
dozlehe B Mg A7 Aol A Fojr} 714
9 T 2] Felet At g9ld 7|99 Q1A
A A% FAH ULS BAFULNE E7sin

0%
>
B

bl
=
°
ofn
o

AlZAIZ|EHE

=

My
&l
N

(28), oHA7A old EAT CNS9 Foliu}t HEsHH
81]lo] ZHA o2 WrAY vh= ¢rh29).

Ag AAAL FiHA e A Fof ol FES
Untd o 2 KEDI-WISCAlA F2H4 2%l )3l 1o
A AsdA dAg AAE Boly, 53] Aol Ay
A4 FE(FEA TA)T AHEA e FHE 234
(FalgF7], ofs] AN FAsHA A 73S
Holy whd  ubpyl @il FHE ol HHHQ
2 7}A (spatial & holistic processing)e] LT7E=
Eupsty|er Rggt37], 23 geska 71 A o
g3 #H1d <2 FAOlA AU os $4% e
Rolx % Ak AR5 Wi nj 9 E4tF A<
EAE BA0(5)(Fig. 2). o|8§ WISC 274 53
EAol A# oot okAHA Aof(Asperger’s Di-
sorder), YAIAS Fol(Communication Disorder)E
74 Jdsked me- F-831t. o3 EAldA wig- X
AE 3ol A Fol9 theory of minds] ZEE vt
A3z W, BT ZAjA Y Aoz o453
& theory of mind¥= T3 54& wdsh= R
°.2 N7 % 319 (27), SPECT 9 Aol A or-
bito-frontal cortex”} theory of minds} #HE IY
A 75 Aol AATEATH30).

2. &}&=ol(Learning Disorder : LD)

g Aol (LD) = ¥lmA AR A5& 7H ofgo] 2
7 25 ojsista ol AN BAHE 712 A
2 HAY Fof2 Q3t, dFo FelE Role A
ez, LDY ded NAEH Fofu Hrl)s

REOI—WISC RETY

VIQ=55
PIQ=66
FSIA=55

Fig. 2. KEDI-WISC Profile of autistic disordered child.
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of, F37 8<lo] FZ FAEH] Q= AT IT7Ho
$toh. LD7F A% 85 Aole} AAHUE 7HeS Alrkst
T BE QFEL THY F2F o] v Oy
H&3 181 F33 Q8 #% dTFER 299
A},

LD oFsEFdE A4 vk, T4, 473 AA9 7,
283 &GS e B9t Bon, 97, 27) oo}
o 250 o] ¢F F82 AHTH FAl7t dwel 9l
tH31)= Z3= LD 714 2173 AA2] o7t g
ol ASE ARET. 53, LD7F FH9 A3
TZH ol oluiEE Uy HA9) 7% Folg B
d5o] 9lrh= 714e EEGY AEP(average evoked
potential) G475 93 viEE Aoz U3 LD
obso AN ¥ HlEel EEG HAAACl Busgic)
(32). LD7t wjA44<1 914 H& 3 (abnormal cere-
bral lateralization) & #H=o} gl& 5L HES
(dyslexia) 8212 Ulgo= 3 AF-EdA AP YA
AAFEATE Orton(33)ell W29, BEZ ol5 5L &
R 715 Aoz Qidte] Hubpsh fute] sy
$AE 715 A Espy] diEel 4718, Witelson
(34)& d5Fo] bt 33 A HA(spatial
processing) A FA 753 Fukpel ¢o] 7%
A9 $AHF 7)%50] AdB A2 et Bt
W=3 F27t Al vE FHue ojd Rej7 £
Fouth o 24 gon, T 54 g & =
A3HA] F2 HA) §FS Bolx, HALE AT
F%F 73 8L 29F Brain CT, EEG 23E
(32)e] i3t FFL APAHHAET. Geschwindd
Galaburda(35)= ¢%% $&9] planum temporale
region(5F49 <dojst FAE FQ)oA vAYHQA

¢

+

PT

Right

Fig. 3. A horizontal section of the planum temporale il-
lustrating its abnormal symmetrical pattern(filled cir-
cles indicate area of cortical anomalies).

)43 9%4Habnormal symmetrical pattern)& 22
34tHFig. 3). planum temporaled] #Zo] $=8
oo 2 Aol BAAQ] v AU, BEF EAELS
o83 vl Aol AarEe] UAY oz 930 &
B} 2 gAS Bl

Axol AFollA 7] Fel7t FHE S BAFIen
(36), @55 89 RE FAFT U559 W=}
34%9 Aoz Yehd(37), 944 157 ¢=53 &
HEo] 98 Ao g F2FUTH38).

g5 ol g B3] s, old g AHF M5
1 2§ 2L AY] AXE SF Fold &
HE A - e 99, 9xF a9, @A A
g FE, AAH A, 844 2 Tl g AAAY
Brirh Aeslojor gtk AAAE A HEEAS &
ofshd o3 2ok

3. E&Eol of&2| Wechsler Xls
39)

@ 85 Foll A9 of 1/30] Aol AFo] FIA
Aerrh B Agfo] glon, o) Ao 7159 Aol
8 oo} BF o] Qivke Ase U= Atolrt,

@ 244 =29l ACID HHE B3tk F 4
FE2A(A : Arithmetic), 71327](C : Coding), 2]
FAI(1 : Information), £AHEA (D : Digit Span) &
AAMIA A Z3 32 Btk Rugel(40)& 15219
o] ¢17] Fofl ob53 5547 FA oFs9] WISC Z2
& w3, ACID HE-g #31AHFig. 4).

AALEH(E,

Verbal tests Performance tests
§
2 E &
§s¢g8ss T B3 »
= =2 % 5 O = >
E S5 EE &5 2 eh el JuE P
5 T £ 8 E % 25 2g v &g o
12— 8 g £ g 5§ b CE 05 2 2% @8
E B < > 0 Q0 s a0 o0& 0O
o
S
ks A /\
AV \
vy
9l
Reading® VIQ 98  Controle® VIQ 108
disabled  PIQ 102 n=554 PIQ 106
n=1521 FS 100 FS 107

Fig. 4. WISC profiles of dyslexic & control subjects.
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Lotgdint oy otse

ARl EHE

(B i em Rl s B |

o

7t

Dyslexic-Control Difference
(standard deviations)

Test Most probable
Site
Left hemisphere
Digit span P
Left-right P
Newcombe p
Logical memory PT
Paired associates PT
vIQ PT
MQ PT
Delayed logical memory T
Delayed paired associates T
Similarities T
Sernmes FP
Chicago FP
WCST F
Right hemisphere
Picture arrangements PTF
Object assembly [
Visual reproductions P
Mooney P
Rey P
PIQ PT
Delayed Rey T
Delayed Reproductions T

1 2 3

— 1

=
=

]

| o |

Fig. 5. Summary of relative performances on composit test battery.

Bannatyne(39)9l 259 @2W WISC &A=
A B9l W g 5 Qo &, 30 -A% 59
(BRIRE7), 25 7], mdeRy)), Aoy AdEA
THIHEA, FEHEA, 3HEA), 28z A7)H
ARAY FYHAFEA, AR, sjEs0))olt}
LD obs-& "F—AZ4 58 -AH MdFY 59 -
AZVH AEAE 5 X9 3 PFE Holy o]
= LD oFgo] "A71A AR AL A&H FFF" )
TAZF &S AR o] g F74e)(41)e) AT
AME 47) Aol g Hol obgE(N=15)0] A4 A
o} TR Aol vl wom, A {&ap <A
7|Z27) ¢or Axe FY(ACID HEH)S Rolx,
EFRFII WAt 27)|(FH-AZ T
e FHE Bl Ao Vet

Frostig Al - Azt 22 74AH43) 55 AHRate) AR
A FAG =& 7108 A -FA o), 9], &
71, 2FF, 719, FRFE T o8 71X AA A g
A9 Foj g Fr1e & Qlot.

F2AQ AR A wiEE A dES xS

- g Ay 9% <5(paired association
learning), 9olA 1Q, Wechsler 719 25, ©o] §-3%
A 524 1QolA YBAIA AR FAE BJE
g, ol FAYY 7% Ao, 53] HF TG Fol
& AT Aol th(44) (Fig. 5).

4. Fo|HHE Uz Foli(ADHD)

ADHD¥E %39, 354, AYEsAHE T34
3k o 7]ol 3 AolA4I AR Gofo|n|, Fei7] o}
59 % 3~15%7} o]H EAE Holi= AL FAH L
AtH45, 46). ADHDO| thg 27]9] AFEAE o]
g H&Adol nix diNrlE Fole] ARE Bgtort
olgidt 234dAM ADHDS A4 olsS wdsi=dl
YBEUA HFH o)A X e, ADHD oFsF o
5%ANAE At s AAEA Aoyt BuEUT
(47). Dopamine 715/3<] dgo] ADDS} #&Ho] 3}
S Aolghe 714 (48)0] Al718 g, ADHDE X33t
A Aoz AMudlele o|EEL FE methyl-
phenidate, ampetamine, pemoline®} #Z& do-
pamine transporter® A= oHE4) g ADHD
gole] wgol 4ztg ZAeF, dopamine tran-
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sporterE ADHD®| 2 gened 7FsA o2 Az3HA
F o]EAH(49). ADHDe tig £ t& A B4
24 AA9 AZA (underarousal) € F8 902
BE ZAQH, ADHD o552 94 24 A 44
T A2 A&l 5T 7 715l Ay 2
& Vepdotz Agslz irh(50). 299 o el
£2032 ADHD7} AF74H9 71530y vjAd &t #dy
o o o2& § 4 th(51). SPECT, Brain
Imaging 2%}, ADHD o}sE°] AN B4 Fut vjs)
5 A5G FAGAAM v A 288 Hole Aoz
e e, o]t dube Fof A9 FAjo) Bodsle
T g9 cortical perfusion? metabolism ab-
normalityg ¥%3h= 2122, ADHDY HAgjsh]
3 A8 A7 YRSk AFolth(52). ADHD7F A
54 %A (prefrontal cortex)?] 7|5 Foljot B =
AE A& dolw w2l Ross, Hommer, Brieger, Var-
ley, 283 Radant(53)= dAFYE I2 7157 31
g Ao® AAH o= YZEHE 7HA 7)5 - uke oA
Y, ¥F g gig £8 Ax, A -3 @7 7)
9 AN - & Frlske "AFEE A wg A
o4 ADHD o}655 A4 J9 o}5 59 582 vl
& A3}, ADHD oFsEol A4 Jete) ol5gd) nis)
QA WA 4dg B whd ‘g% uhg s
&8 Axe} A -FHF ©7] 7199 B qME
onlg xpoj7b QUL}. o g Ax= ADHD ob59
1248 Ago] "h3-g JATHs 589 oo Y-S
AAREFAT 2y dEd vie) 22 ADHDS] 949
2o ti3 & A7 AHEL HIBHA Ho] gon],
o= 3 o] &0 ¥ A FAE Y= WAt}
Wechsler %5 ZAlofl Ul 29 24 4752 AR
AUA ADHD Hge F83 298 wAsgEd),
Kaufman(5)2 °]& "Fohy” 290 (3, £ 7]
27 AAE F4) 02 Btk ADHD o5&
F0] A gl A7 9} o3 FAloA
HE FYL Bole AFPo] ], ot 28 B
= #AAAMY o FFHA TA HE
2.2 wdgrh(54). whH o Rog2y) el FEA B o
A 7 F3F FYL HolEd, o)F ARAE HAAd|
9] 442 Ak (global strategy) s BHF oo,
A 352 oFsEol 243 AgnhE

o
T

bt

ol

YFg AMSIHEE). 98 Ug ADHD olsER
KEDI-WISC ZAtell A L% &84 =8 e 12
o er(Fig. 6), EEGHA ulgdAde HoZE
ADHD oFgE°] EEG7} A4¢] ADHD 3 gol w3
FouaHA w2 T34 1Q9 RRF) 88 1o
FATHE6).

6. E Zolj(Tic Disorder)2} SF24 Fof
(Tourette’s Disorder)

g Foe WA, S8 A 7 $45 H
F4e] f5ol wet 3744 sh e 78 - A Fell, Wy
54 T2 $44 g Foll, dAH ° Fel -2 UH
ZtH(26). 8 Zof(THd 54 & 344 8 )
oF =g o7t gl A&Ae] AelglA), ofyw 714
o] g<lo] T A9 FelglA el thgt ATES At
2 2954 pasgou(57), YitHos g Forrt
T FojdlA o B Ae3e TA%G AYPEAE B
oy, 32 Ty Fol= WA AH Y Fof = Q14
2 ATH(58).

T Fol AR, B o8, deste] 3 £9d
AAF oz, NAMLRH, 44, 454, g

2

FSIO > 110B82) .
— 89 < FSIQ < 109(A2)

Scaled Score vrem 70 < FSIQ < 88(CR)

*p <.05
14T a3y *p < .01
. P (1261) (1’2.78)
210 AN 217 7N 122)
12l VS Nmano

. V(1133) \
1088 10.77) rogn *, \

VAo 0SS

€58 644

588

6

54

T ! |
— T
t

I SR NN N S I I
T T T
S AV

T T T T T T 1

C D PC PA BD OA CD Subkest

Fig. 6. KEDI-WISC Profiles of ADHD groups.
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£O0PHAT} Hoj k5ol AZAlRIE B

744 QQlo] F3Agsle FAo] BEdtn & ¢
Ak, Tl ol Fpe] oF 1/20] W=z A A
oA F4E Hojn £% wigAdH2d EEGE BolA
EEG 23+ 5 v|5A 3o, CT 2dd= 349 A%
7F BTH(D).

T Foiet AFH 7154 T 71AH Hojgty
FHEYE AAEE B A7l RaHAT59), B
ool A A $4F(autosomal dominant
inheritance)©] AJAIE]01(60), F43 Q9lo] Fal &
ojo] QBN T2 Aoz dHHAN FARTE
T el A7 5HAR) Wate] ti&f M A5 A
7} o]FH}. £3] dopamineo] #HH] UL 7}
A & 71 28 A haloperidolol the =
A WgH TR FEA g 4 g3l 7z
g Aolth, T Aol S £HL ofy AAAG A
AE I + dedl, 54 €L dopaminergic
overactivity® YERIE ¥ F31F 0] BA9} 7o
9 7159 o]3¥2 noradrenergic mechanismo]
#oj=of 9l& 7FsAo] AAE AT

Tl ool 7at ol FAEC] FutslE A9t g
d], & Zope} 79 Ao ol FEo] basal ganglia®) &
2ol Slo} WS BATh= 299} basal ganglia®
19 #AH cortical & thalamic structureZt 3 %
ojgl 73t Fofo} AE A2 Stof Bojsol Yk Be o
T AHEo] RusHATH60). =3 T3l Zojst ADHD
o FE Bt ns vdEA B dAyeln, o=
T Aot FAH 02 AdE ol Qg TFeAE MK
AAZ T o #xbe) 49~83%7F ADHD F4L B
°]3, ADHD o}5¢] 50%90A 43¢ goli} 7454
3 8 AolE Hol= Aoy ruHgoen T Fojrt
dopamine D2 receptor gene(DRD2)94 ADHDS$} &
AIthe A= ADHDJF 54l Aol f1e] $4 &
A4 ¥ (pleiotropic expression)? ¥2Y 5L
AARIFEATHGL). Knell® Comings(62)& 13189 =
P o 2] FA HF 33858 o E 2ALE A4
7, 61%7F DSM-1II ADD Ag&A 24991, 36%
7} DSM-III-RY ADHD AgEAd B3ee Aoz
vepdom, v € Zof Fxle HA JFZFME
41%7t ADDE, 26%7} ADHDE 713 Ho= Jeht
o 52 o7t A o ADHDS fA%0s a4

| o

Table 1. Crosstabulation of diagnostic groups by BGT

results
BGT BGT
Raw total
HEad AE B OHEN F
Tic 25(64.1) 4(10.3) 29(74.4)
Tourette 4(10.3) 6(15.3) 10(25.6)
Column total 29(74.4) 10(25.6) 39(100)
x’=6.08, df=1, P < 0.5 ( )%
20
® TIC
O TOURETTE
15+
¥
7 10
2
54
ottt
d F A o of &£ W X E R 7
k3 o8 % ¢ 3
4048 2 F 8 X x g A T o2
F = 71 F 7
71 7] 7}

Fig. 7. KEDI-WISC profiles of tic & tourette's disordered
groups.

ol izt Wgt =L oplm Fal Fofo] B4
genetic marker7t 2757} A7X = HEHA & A
o]t}(63).

B FojollA mAg AFEH FAE Bold, 7k
ZAEA Zol9} basal ganglia disorderZ w4 g
dart gleva F Ao AgA AANE AAE
T3 AAFTE Hrot oS g el G ol
A4 A%E RAR AZL—¢5 T FAAA 5
& Hojn, A&H FoFF Fel2 QI By
2 89 3 o]FH g Bo|x ZAgo] Yot AmA,
A F7el(64)9] 97 AT, BGTS KEDI-
WISC vt8-AdolA € Zofof] uis)] Fafl Aol ofFEol
oS AR FAE AR i EAAS Bl Ao

2 YehdtH(Table 1, Fig. 7).

Jiok

1

Mk

A )2 AZFSE FAel g3 3F B



71 o2 v AE AH A EAE grbshet A
vlE de] AN glu AT BYE 2 J4kE
&40l olu] Y15 E oks§ 4734 FrPEE Sl o
3l ZHEFatAl AE Tt 2ol T o= YA
A AgAl gglute] g A4 FHL Hol
o, WAL Folrlel Ay ol 7o) B3 gl
EohA 29 AotAlst oA} v Ak
A 7 e A Fofl, A A, JALE Fof, F
P2y F4ET Fel, 5 ol & Aot T4 F
ofofl e 1 AJAZNAM B 39 Fx9 7124 Fof
U A7 -AEEH g9lo] 8 G 39, A3 o]
A BAAQ 2919] A3 apgo] Fute] AzHdold |
£712F, FAHQA BAE vEbA shed $038 o
< stEjehe Aol Yk Aot bk 18d &
olFA T Aol olsEo] 4FAM AL oz s}
A He 4 2 JAE A3 HFHNEE 51,
AR A wEnt oz} A2l - A1 A day Hee
Bod A4 Hrpt FARds 68 274}
AZAY AAE B obey AAA A9 £54
a9 #¥d 9A, PFH AP FHH AP A=
Hrkshe A9el vl & dgEol e 4 gYo
FRAUAE ok Aol F23. o5 5L 3,
gehks ol glong od 4 9L 53 obF
o] o] U= ¥ S B3 (compensate) LS &
otz A we] qkel o) Jdol} v Hg
4 T UAEE Fe 2ol HA9 54 o)zt Azh
=3

a2 ool A BIR] A= ojof & FA7} do}
AT Y=ol E 2ol A G Fof o) ks Mg 1
2la Ao A, 98 A8 3 S g &
B3 ATt o] Fo A7) o] FET TFE FF ) AAA
284 B7t =771 AEEo] gloy, UM §a
B RF7} o] FolA AAANE HAL B3 Do) %)
WA ot g} X852 A BFo] B& Aoo] ¢
o 250 AT oA AR 5 BE ok
o FEVE 7heH AAAY F7PEe BE #alo)
HEHE FA0L, 53] 94 FudA &Fstn 9=

T7Heol Mav A7 E U3 9A oz 924
N AR BARE WA AR AL v]dolH

AAke Atz ANST s o, o15e] Age

o}2)

H

2

o

raoo

£ 4% 29 4348 A A2 sl
39 FFL SAB BhE WA 9FL Tele

T ol 84 Fgo] B 27dn ¢
22, g7 7838 AHEH R Sle o5 AR
2 ZAFEd e 3w BES A7 2453 o]
Aok 3HH

S tof 1 AR AR H 7} - 2ok Al
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