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= Abstract=

Various signs of lateralization have been described in temporal lobe epilepsy (TLE). They
include unilateral automatism, unilateral dystonic posture, versive head and body turning, ictal
speech and so on. Because their specificity is still unclear, they are used to a limited degree
in lateralizing the side of ictal onset. We evaluate the value of lateralizing signs in patients
with TLE.

We analyzed semiology of 180 seizures in 35 TLE patients who were evaluated for epilepsy
surgery at Dongsan Epilepsy Center between November, 1992 and October, 1995. All patients
had received epilepsy surgery, and they were seizure free or exhibited aura only for at least
12 months following surgical resection.

Unilateral dystonic posture alone was observed in 22 seizures [ipsilateral: 6(25%),
contralateral: 16(75%)]. Unilateral hand automatism alone was observed in 33 seizures
[ipsilateral: 23(70%), contralateral: 10(3096)]. Unilateral dystonic posture accompanied by
automatism of the other side was observed in 56 seizures [ipsilateral automatism combined
with contralateral dystonic posture: 48(87%), contralateral automatism combined with
ipsilateral dystonic posture: 7(13%)]. Versive head turning was noticed in 35 events [ipsilateral
4(11%), contralateral: 22(63%), initial ipsilateral to contralateral: 9(26%), initial contralateral to
ipsilateral: 0].

We conclude that the most valuable lateralizing sign in TLE is contralateral dystonic
posture accompanied by ipsilateral automatism, and ipsilateral hand automatism alone and

contralateral dystonic posture alone are also significant.
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2l tH(Rasmussen,
1975). rd9 &4 ARE YA Fed
AMNE Fad AYLY FEF YRE F
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neuropsychologic test%-°ol o9 7}53$ n
¥ HAAHez HW HARHE Fo
#Hl= Aol vl (Spencer & Katz, 1990;
Tatum et al, 1990). ©|% CCTV-EEG
monitoringS E3 FFH= FE(semiology)
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el F83% X Hold, td FEA HAl
o AR BREHE TAFAL B o)
SRR ohdAE Foluled dwl
U 7Ax7F sl Sl AL F8F EASY
stk @A7tA WEEFETE A4 o
oA "o ZgolHE FF EE FAl
Ao dEH 2 HWEe w7y
(Wada et al, 1980), HZF9 o714 =4
(Kotagal et al, 1989; Newton et af, 1992), #
Z9] 25 Z(Berkovic & Bladin, 1984), &%
o} EAle] 3 A(Robillard et al, 1983; Wyllie
et al, 1986), &&AFe] Ao (Gabr et al, 1987;
Koerner & Laxer, 1988)%°¢] <¢&i# gt 2
gy oy F2F EE FH59
(specificity) 2 oF3 BH&stnz bz dzbA]
2h5.9 o] # 9 (lateralization) ol = A ¥l A
Fulel A o 7kxE AT Qi)

ARE NEESFITE A A, 23t
A 9 Z % (ictal semiology)E EA8 1 2
ARz ol #¢)7}X (lateralization value)el
ste] gtoln Ak 3t
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19921 11¥9¥%E 1995 10972 Aoy st
o FAYEY AAIANA FAAY A= w0
BE 7t FeHe AARA wIAF FL
B2 7re) CCTV-EEG monitoring, MRI, 22}
L+ B3t SPECT, intraarterial amobarbital
test, psychologic test % neuropsychologic
test® AAIBIH o™ HQA intracranial EEG
monitorg 3t WESTFHNAZ Adwn
HEFREASS ALy 1dolyd 3%
et pALANESF 40 v 8 90%0]4d
AAEAAY £ @A) LHE @A 353
£ WFeZ 18039 HAHEHE CCTVE &
g TR A3 359 F IR 209,
A2t 159l HTF ol 28k6MHAT .
ALz AF Vol HFE 13E7MH I, 3¢
AR IS JTF 16253 ol 3pBHEe g
2 2F 3vtE 2E FFEEAEE A
wtor, £EE5HL AAST Bzt 199,
F5L 16Tt 27t #xte] HEAaP L §
vt skFo] 129, HHo|PAHF 29, oF B
2l 27 (dual pathology)ol 28l en, Eoja
Aol gAY Feuy] = VU EAz
weladsd 42 B¢ A$E 189 otk
(Table 1).

Table 1. Pathologic findings of TLE patients

pathologic findings number of cases

Hippocampal sclerosis (HS) 13

Cortical dysplasis 2

HS + calcification

HS + microdysgenesis 1

non specific 18
Total 35
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posturing ¥ AHEZ(automatism) ¥ FH o] 3

A 5& BASAT HELAY o] NAA
e ¥& ¥ 295 F2 4959 A
A4 33 NHE Bole A2 A dde
™ (Kotagal %, 1989), A& &9 E49F
Y FFLE AL EAY, EUE BAFA
AU, 2L wEHog YAV e
9 +FoE Aot FRIAAYFL F
Mz7]9 olAHA AMsAI7¢ a8z =
£ versive 9 nonversive Bt X dte] FA}

3 At

4 1
WAl el FAde] Wi X9 T
A WREFAAZ o] EAE An dF
o] o)A AAYg EZY 2AFFo FF
A7t 5632 7Y gten, 539 2%
3 wtoiEel oA A A7E 493](87%),
B AFFH FFY o) NFAAAMIL 7
3(13%)%th. W& o)A AAZ dFo
2 e A9 1879 w3y 2239 e,
F& ol 621(25%), wiZ&o) 162(75%) Rt &
29 2AEF GEOE PFY ALE 333 F,
F&o] 233(70%), ®hZEo] 103(30%)A .
TRl AL 33BN BEHALW o F
&2 ¥l 42(11%), WwHo R
B o] 223](63%), ¥ M2 AlFste wt
ez HAHE -7 93(26%)H M,
wijE Ao AMFEle FHOE HHHE
A4 10t (Table 2).
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Table 2. Lateralizing signs in the patients with characteristic ictal semiology

Si ipsi. contra. ipsi. to contra. Total
ens Sz(PY % Sz (P % ISz (P % | Sz (P) %
Head turning 4Q) 11 |22 63 93 2 35 (12) 100
Dystonic posture only 62 25 |16@ 75 22 (10) 100
Automatism only 239 70 |10@ 30 33 (17) 100
Unilateral dystonic posture associated; 7 (2} 13 | 49(12) 87 5 (14) 100
with automatism of the other side

Abb. ipsi. ! ipsilateral, contra.
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9l7] wiEoltH(Wiser, 1988). 5% BIgR
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ARE AFL 4 Ut FH(Wiser &
Williamson, 1993).

o1 AME FFH BIREAHHEY 15 ~
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of & tH(Berkovic & Bladin, 1984 ; Kotagal et
al, 1989 ; Wieser & Williamson, 1993). Z# %
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= o
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Fol BAGC) versive T3] EA
Elton  o]zigAl  AY Fohkdl  depth
electrode® ©|&3te] T&AS Az AW

Q3 AHHPE E(suprasylvian area) BUbE FE2
&

Z1Ageg ArjA wAe] HiE AL A3
tH(Kotagal et al, 1989). &55% EdHEHFH
ol HE o)71FA AME Kol HEZ A

o]

v 257 kd A9 W SololA o1
A4 Ade S 7HATE e =8 A3
& 2 v (Kotagal et al, 1989 ; Newton et al,
1993), 99m Tc-HMPAOE ol &3 ZHux9
SPECTOl A 7vd F4e & F, o134 A
AE Role A9 wiFe VAl H
FoFol F7tE A2AE& HAFolA Kotagalol
Wz AMdE e 43 st FAG
(Newton et al, 1993).

B A7 = depth electroded & AWF

o] SPECTE Al&3lA= %A Kotagal
Z(1989)# Newton $(1993)9) A-¢-¢ opabs}

2 WE A9 o1 AR wel €
A Ehe) wHEAA et &
2YgREAAN BEYAY oA

= U4 AL e e 3RYS @

T4l A FH FF AAANA FE BF
Ho FAd JEX7E e SFE dYede
Y{Wada, 1982) o4 v} Ro] oy =
B4 AT gle EFEe FRR v
(Berkovic & Bladin, 1984 ; Kotagal et di,
1989). 1ejx 53] 2134 F& o704 A
A7 D Fe] A A FAA BolA %y

A%, Z 8% 3R FEFL 9HOE B
£ A%lE 294 b0} Qe A9 27
o9 ¥z 4Ad AEFE woltht WE o]

A EFE2 18 AA g3 AAHE A
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al, 1989).
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st o Y (Foster & Booker, 1979 ; Glaser, 1979
; Rasmussen, 1969), 4% dFdA e Autd
F3% A Cotte-Rittaud & Courjon, 1962 ;
King & Ajmone Marsan, 1977 ; Robillard et
al, 1983 ; Ochs et al, 1984 ; Newton et al,
1992). Robillard 5 (1983)-
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FRIHAE SWa4o) 42E L& AFH 7o), ol NN H FRIHIAL Hie
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