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Syndromic Diagnosis at the Epilepsy Clinic : Role of MRI
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ABSTRACT

Purpose - To evaluate the application of MRI to the ILAE classification of epilepsies and epileptic syndromes
in the setting of epilepsy clinic. Methods : We reviewed epilepsy registry forms, EEG, and MRI of 300 patients
who were consecutively registered to the Yonsei Epilepsy Clinic. The algorhithm of syndromic classification
consisted of 3 steps ; 1) clinical diagnosis based on the clinical informations described in the registry form,
2) clinical—EEG correlations, and 3) clinical—EEG—MRI correlations. The interictal epileptiform discharges
(IEDs) in EEG were divided into focal, multilobar/multifocal, and generalized. MRI—lesions were divided into
focal and non—focal {multilobar/multifocal, and diffuse) lesions. The clinical—EEG, EEG—MRI, and MR!—clinical
conelations were categorized as concordant, not discordant, and discordant. Results : Among 300 patients
evaluated, 249 patients were found to have epilepsies and both EEG and MRI. By clinical analysis, 190 of 249
patients were diagnosed as localization—related epilepsies (LRE), 24 patients were generalized epilepsies
(GE), 34 patients were undetermined epilepsies (UDE), and one patient had alcohol related epilepsy. EEG
revealed IEDs in 124 patients and altered the clinical diagnosis in 79 patients. MRI lesions were found in 106
patients with focal lesions in 65 patients and non~focal lesions in 41 patients. MRI lesions were found in 47
of 125 patients with negative EEG. Concordance rates of clinical—EEG, EEG—MRI, and MRI—clinical corre-
lations in 54 patients with lobar epilepsies, who had positive EEG and MRI, were 39%, 54%, and 52%,
respectively, and discordant rates were 17%, 11% and 7%, respectively. The complete concordance of all 3
correlations was found in only 33% of them. In 20 patients diagnosed as GE by clinical—EEG correlations,
MRI lesions were found in only 3 patients and none of them changed the diagnostic categories due to MRI
lesions. Conclusion : In lobar epilepsies, the sensitivity of MRI was quite comparable with EEG and the clinical—
MRI correlation was superior to the clinical-EEG correlations. MRI provided additional and complimentary
informations and should be incorporated to the ILAE—classification system as the category of “lesional epilepsy”.
(J Korean Epilep Soc 5 : 22-32, 2001)
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= (nasopharyngeal electrodes) & AM-3}d 21 channel
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AXEEH MRIE 1.5t—GE machineS AMEst], T1-
weighted transaxial®} coronal slices, T2—weighted tra-
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FolgtH(Table 1).

)

o -

_|.4°>

HE JZ
rir

WA A 0] EARE o] &3te] 1HA
Fol webA R, Az 9 B8
BH8y, A 9 AR Hake] A3
o) Asle] el & (1d10pathlc symptomatic, crypt-
ogenic) & A&slgith 1 & wake] {37 A FRE
AA st} ICEESe) W HFTFY] ¥+R7E AFsE

u 9240 2x ke 33 w2} LRE, GE, UDEZ #
Fatg o, AR zAlA FAA o] BHEIA
1} Todd's paralysis§2 F33 #A53}e] Aze| glod
A o) f3o] Aal wEHGE)Ql Aol UDER £+
gfglom, wzte] (30) UDEQl 4ol LREZ /3t
gt} oS AAEE registrydl] 7EE BEE AHRES 1
#alo] B4 HAFFT oz ERE ARG 539
LREQ ZA$ole A7354n SAFAE #4510 554
7H (temporal lobe epilepsy : TLE), 5% 7H (frontal
lobe epilepsy : FLE), 4<% 7+ (parietal lobe epile-
psy : PLE), 359 744 (occipital lobe epilepsy : OLE),

gl

Xﬂ

O

r_?L’ _Iﬁn

r 12 o 1-’ [e]]
_IZi A

H‘U Az 4t Mo

=
Al
=2

o

A

it

Rolandic epilepsy (RE) &} temporo—parieto—occipital
junctional epilepsy (TPOE) & 573133tk 94 1 (lobar
epilepsy) & E5Fol| thgt Yatd 712 Table 1] Q9F
aFlct.
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(multifocal) 0.2 783491 2™, focal® generalized IEDs
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Table 1. Guidelines of clinical diagnosis (first step diagnosis) of lobar epilepsies

Descriptions of seizures

Lobar epilepsies
Aura

Ictus

Temporal lobe
or olfactory symptoms

Nonspecific or none

Visceral, experiential, emotional, psychic.

Orodlimentary automatisms

Blank staring +oroalimentary automatisms

Frontal lobe Limbic Blank staring only or asymmetric tonic
spasm or hyperkinetic automatisms
Conscious head version or asymmetric
Nonspecific or none tonic spasm
Parietal lobe Vertigo or other symptoms of spatial distortions  Any
Occipital lobe Elimentary visual symptoms, conscious eye Any

pulling sensation

Rolandic cortex None

Temporo-parieto-occipital

Complex visual syrnptoms, mixtures of

Elimentary focal or Iateralized somatosensory
and/or motor symptoms

Any

junction auras indicating parietal, occipital,
or temporal lobe origin
Unlocalized Nonspecific or none

Presence of any partial features
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Table 2. Guidelines of Clinical-EEG and Clinical-MRI correlations

o121 - 6l & - ZBY 9

Clinical-EEG (IEDs)

Clinical-MRI (lesions)

Clinical dx
C ND C ND D
Lobar epilepsy
Temporal Tio, A2 N, MF/ML G, other lobar Lesions limited Negative, Other lobe
Tsa, Pgn-2 Tso to L Non-focal Lesion
(F7-8)
Frontal Fpi1-2, Fsa N, MF/ML G, other lobar Lesions limited Negative,
Fz (Frs) Cs4. C; to FL Non-focal Other lobe
Paretal Ps.a, P: N, MF/ML G, other lobar Lesions limited Negative, Other lobe
Csa. C; to PL Non-focal
Occipital Or2 N, MF/ML G, other lobar Lesions limited Negative, Other lobe
Tso to OL Non-focal
Rolandic Cz4, C; N, MF/ML Lesions limited Negative, Ofther lobe
G, other lobar
Faa F; to RC Non-focal
P3—4, Pz
TPO-junction Ts6 N, MF/ML G, other lobar Lesions limited Negative, Other lobe
Tsa Ar2 fo TPO-junction  Non-focal
P3-2, O12
Unlocalized _ N, Focal IEDs, G _ Negative, _
MF/ML IEDs any lesions
*Multifocal or MF/ML Non-focal
multilobar
GE idiopathic G - N, F, MF/ML - Negative Any
Crypt/symp G - N, F, MF/ML
Symptomatic G N, F. MF/ML Negative,
- - Focal, -
Non-focal
Ude Any Negative,
- - Focal, -
Non-focal
C : concordant ND : not-discordant D : discordant N ! negative G ! generdlized

F: focal MF/ML : multifocal or multilobar
PL : parietal lobe OL : occipital lobe RC :
(F7-8)

*Multifocal or multilobar :
generadlized epilepsy. or undetermined epilepsy

ai5ie ™, EEGellA IEDs7t #3=]7] ¢iokd 729+ UDE
Z EEINO i Ao r EYEIgor BHEY F

A9 focal B generalized IEDs®)| F-odkz] ¢kx
7 EFE GR Shadhe BN 2RE s
(o)), generalized IEDs in primary reading epilepsy, com-
bined multifocal IEDs and generalized slow SWC in LGS).

3. 4, HmAaH X MRIY &l
ICEESS] A3 el wtet 9A4E £7+ 9 MRIYIA #
e A4 dAAlRt] HFEFAYL AYEsith MRI2)
< B X9} EEe wEbA focal(or lobar)
non—focal (multifocal, multilobar$} diffuse) & 573151
ou olg 7zt YA B HuiAw AAAA o'
9] #AE YA (concordant), H]*$Z (not discordant), 4
Z(discordant) 02 #-F3 Fol AoBA] B2 AEF

l
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TL : femporal lobe
rolandic cortex
: either frontal or temporal according to the topography of second maximum amplitude of IEDs

applied only when the clinical diagnosis or second step diagnosis was unlocalized lobar epilepsy

FL : frontal lobe
TPO : temporoparietooccipital

& Asisich

Lobar epilepsy?] Z-$olx= A7tA @57t 25 Ak
HAG vde T e 28Y Aol unlocalized® F
wEglon, mF B3 el A 2w
step diagnosis based on clinical—EEG correlation) & -+
2 AZen, 7R #E5Ee sty dx9 A7 A
& uj AAY 27o) meby Ak
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A DAY £AZ 52E 30099 208AS
oA 233 HlHAY BAS FaE PRaor, 129
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9jgt 24979 #AES WMo E HAFFTY £77E Al Ao 1 A& AGHAAY, HA FHANA AEE
FE(T RS dFE 25+11.4M01903, e B Ugkd A-folqith olgel gt (HAFFTY ¥F2
$9717ke 984841, dAk: 120%o1glom, 3899 3 = Table 3] Qostict.
Table 3. Results of stepwise classification of epileptic syndromes
Clinical Clin-EEG Clin-EEG-MRI
1. LRE 190 (76%) 199 (80%) 208 (84%)
1.1. Ldiopathic
1.1.7. Benign epilepsy of centrotemporal spikes 0 3(3) 3
1.1.3. Primary reading epilepsy 1 1 1
1.2. Symptomatic
1.2.2. Sensory evoked ‘ 1 1 1
1.2.3. Lobar epilepsy
1.2.3.1. Locdlized 28 34 (13) 40 (8
Temporal lobe 6 14 ( 8) 14(1D
Frontal lobe 4 8(5 12(H
Parietal lobe 3 2 4(2)
Occipital lobe 2 1 0
Rolandic area 10 8 8
TPO-junction 3 1 21
1.2.3.2. Unlocalized* 27 18 ( 5) 9(2)
1.2.3.3. MF/ML 0 5(5) 1Mo
1.3. Cryptogenic
1.3.2. Sensory evoked 1 1 1
1.3.3. Lobar epilepsy
1.3.3.1. Localized 78 86 (20) 91 (8
Temporal lobe 27 36 (9 37(3)
Frontal lobe 10 16 ( 8) 20( 4
Parietal lobe 9 7(D 8( M
Occipital lobe 9 7C1 7
Rolandic area 14 12 12
TPO-junction 9 8( M 7
1.3.3.2. Unlocdlized* 54 43 ( 8) 41 (3)
1.3.3.3. MF/ML 0 7(7 10( 3)
2. GE 24 (10%) 20 ( 8%) 20 ( 8%)
2.1. Idiopathic (58%)
2.1.4, Childhood absence epilepsy 2 1 1
2.1.5. Juvenile absence epilepsy 1 2(1 2
2.1.6. Juvenile myoclonic epilepsy 4 41 4
2.1.7. GTC at awakening 10 1D 1
2.1.8. GEF plus 1 1 1
2.1.9. Nonspecific (GTC only)* 6 1TCD 1
2.2. Crypt/sympt (29%)
2.2.2. Lennox-Gastaut syndrome 6 6(2) 6
2.2.3. Myoclonic astatic epilepsy 1 1 1
2.3. Symptomatic (13%)
2.3.1. Non-specific etiology* 1 11 1
2.3.2. Specific diseases 2 2 2
3. UDE* 34 (14%) 29 (12%) 20 ( 8%)
3.1. Both Fand G (24%)
3.1.5. Others 8 10( 6 7
3.2. Without unequivocal F or G (76%) 26 19( 5 13
4.8.8 1 ( 0.4%) 1( 0.4%) 1 ( 0.4%)
4.1.3. Alcohol related 1 1 1
Total 249 249 (79) 249 (30)

+ 1 non-specific categories, F:focal, G :generdlized, ( )} :number of patients who changed their diagnostic categories
TPO : temporo-parieto-occipital, GEF : generalized epilepsy with fever
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1908 (76%), GEx 2
ow 19L& u-r—r"ﬂ‘ﬂ 2ol Qlojd 7 EdST
TOoE FREUCE LREZ 279 $x50)A idiopathic—
LRE+ primary reading epilepsy® ZgHe 1954 XUz
¥3teH, symptomatic—LREE 569 (29.5%), crypto-
genic LRE¥® 1339 (70.0%)0]%loH, o]& ZF43} gt
£ & & 431" 4$(unlocalized—LRE) & 81|tk
GEZE zgd 2479 7o)X= idiopathic—~GE7} 14,
crypotogenic/symptomatic—GE7} 77
7} 3ol o]F BEH 37 (non—specific cate-
gory) 22 E5¥ -+ 8Holgith. UDEE E5F 34939

FellA& LREZ}
H(10%), UDEE 3478 (14%) %

, symptomatic—GE

OI182 - of & - 2&N 9

r

Aot H44 @ A Y e4E R 7R I
A9+ 8ol yUHz] 2692 A9 nocturnal GTC

= H2AFAY] HAPL B33te] LREY GEZ ¥-#78 &

U -9l (without unequivocal evidence of focal
or generalized epilepsies). WelA A4 sl o)A %)
ERelMe ICEESY &4 53302 o] 7Hsslud
7A97F 12670l 3 HIEA S50 g B3 A9= 123
7 (49%) ©1A Tt

r

B
=
5!

§£I~F‘(

2. 4t SmpAa Mol A(clinical-EEG correlations)
F 24949 @2 HmAiAddA [EDs7t #EE A
= 1249 (49.8%) 019l o ©1Z focal £+ lobar IEDs:=

749, multifocal ¥+ multilocal IEDs= 24, genera-

Table 4. Results of EEG and MR in clinically diagnosed epileptic syndromes

, ) EEG MRI EEG/MRI
Clinical diagnosis
N F MF/ML G N F NF N/N P/N N/P P/P
1. LRE
1.1. Idiopathic
1.1.1. BECTS ()]
1.1.3. PRM (D] 0 0 0 1 1 0 0 0 1 0 0
1.2. Symptomatic
1.2.2. SSMP D 1 0 o] 0 0 1 0 1 0
1.2.3.1. LLE ( 28) 10 13 3 2 6 14 4 6 16
1.2.3.2, LLE (27) 13 11 3 0 7 17 5 8 12
1.3. Cryptogenic
1.3.2. SSMP Cn 1 0 0 0 1 0 0 1 0 0 0
1.3.3.1. LLE (78 4 27 6 4 4] 29 8 23 18 18 19
1.3.3.2. ULE (54) 35 11 7 1 42 7 5 30 12 5 7
2. GE
2.1. Idiopathic
2.1.1-8. Specific 8 2 0 o] 8 0 0 0 0 0
2.1.1.9. Others (<)) 2 0 0 4 2 0 2 2 0]
2.2. Crypto/sympt
2.2.2-3. Specific ()] 0 0 2 5 6 0 1 0 6 0 1
2.3. Symptomatic
2.3.1. Other Cn 1 0 0 0 1 0 0 1 0 0 0
2.3.2. Specific (2 0 1 0 1 0 0 2 0 0 0 2
3. UDE
3.1.5. Both F/G (8 4 0 4 5 1 2 2 3 2 1
3.2. Uncertain (26) 14 3* 2 20 4 2 9 11 5 1
4. Special syndrome D ] 0 0 0 1 0 0 1 0 0 0
Total (249) 125 74 24 26 143 75 31 78 65 47 59
(50%) (30%) (10%) (10%) (67%)  (30%)  (13%) (31%) (26%) (19%) (24%)
LRE : localization related epilepsy GE : generalized epilepsy UDE : undetermined epilepsy
* . EEG patterns characteristic of benign epilepsy of centrotemporal spikes
F : focal MF/ML : multifocal or multilobal G : generalized NF : non-focal N : negative P : positive
BECTS : henign epilepsy of centrotemporal spikes PRM : primary reading epilepsy
SSMP : seizures with specific ULE : unlocalized lobar epilepsy specific : specific syndromes
others : other syndromes not defined  F/G : focal and generalized features
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lized IEDs¥ 2604 #&ESITHTable 4). Y32 o%
LREZ zlgtg 19089 #AtellA IEDs7t #2E A¢s
897 (47%) 0191 2™, °]% focal IEDst= 627 ¢4 T2
Adar, A el A AE 237 (37%), 4ER
2= 1338 (21%), 4A AT AFHAE ¢ A-9-7}
267 (42%) 0|t o)F 228 e FF7 Al
2] okskA A= (unlocalized LE) @A focal/lobar IEDs7}
B BN o5 BF Hukhdel ) locali
zed—LE (4334 742 : MF/ML—epilepsy¥3H) 2 A&7

Atk WA 499 A9 ddHo® RESH TPOER A
o gaboll A [EDs7t A8 AFY, 559 € FF
AoA) 4zt whAE A2 A, o213 B-(not discordant)
=9y 255 1UE Atk 4 5704 lo-
calized LEZ B555101} [EDs7} thE #-9jol waE ol
A Al A9E 529 1339 A9+ 5 unlocalized
LEZ -7tk 53], YPH o2 TLER 78 Z-5olA
& Hulazdo] AEFE 297} 18A% IE v PLE
U OLEZ 273 A$elres 2388 43ss 497t o
wo Aog Yelp2 e TLES A|93t LEQ] A¢+ o
A P70 9F7F A7het Ao BEEHUTHTable 5).
MF/ML IEDst 18%ellA #E=HAEH ©lF 1082 &
A 07 unlocalized LEZ AGHQYE A¢2AM MR o
283k #Aste] g I E AEF Sl Yex
8% L localized LEZ kg 7-$olled o)g82 27
AR A} FFEA 7] Wiel 9 Ads 1
2 4238k}, Generalized IEDs7} #2%9 83% 18
primary reading epilepsy® gt A92A vjAlFo
Hel Helom 72 AR AFEHAE olF 192 Len
nox—GastatEE2 02 x| 632 UDER AEF s}
Aok wed Hukazie] eHellw 892 LRE #AbE
A gty Hukhzo] N2 ASE Ate BT 2173
(24%)°)%oH HutiA 93| Aol vl B¢E B

o Hor

fw =
i
[e]

M rlo & qo

= 58 (65%) 0190tk GER Akd 24759 g 191
o|q IEDs7} &&= o]F 12782 generalized IEDs
7} AEE]o] YA wrkat Al evt 532> focal IEDs,
2999l M= ME/ML [EDs7} #250] LEZ AEF5 2 IEDs
7b A g9k 59 UDER AlRFE3ich UDER
B2y 34| A = focal == MF/ML IEDs”} 109,
generalized [EDs7} 69l #2E o] Hulihzd] we} A
EHREA

Rdro] vhl A4 797 (32%) ©1=H, ©1F 48
Ao GER AdHA oY HAHAE SR
$}A UDEZ v | ZA$olqiet. w8k 9 Hute] o
Aol g8 224 F3 o2 AGHAA 12399 $AE
568 (46%) ©) B3 1 (specific syndromes) & & A&
 HAS A, £3 TOE FHREPA 12679
SEZF 268 (20%) A &% (non—specific ca-
tegories) 0% ARFE o] F 2498F 02%(37%) ] EE
g FHF L &3 Hlch

3. 244-5[-MRI9| S1H(Clinical-EEG-MRI correlations)

ek} 249%% 1067 (43%) oM MR o] #h
5 9=H destructive lesion(encephalomalacia)©] 38
o7 7% wekon, thg o 2 3t 85 (hippocampal
sclerosis), o)A (developmental lesion), F9¥(tu-
mor) 59 #4011, o] FH W (dual lesion) & 67 <lA]
Atk MRI-®H2 X+ focal & lobar lesion
o] 65124 7 Weka, ME/ML lesion®] 382, diffuse
lesion®] 32o]3]th.

oltal W ko] AA o8] LRER £7¥ 19939 %
A 939 o)A MRIwRIo] #&E oM, 7 WkE sym-
ptomatic LRE®IA 77%, cryptogenic LREAIA & 38%°]
9t} Symptomatic LRES] -3 A3= localized® T3}
unlocalized® o] 24z} 76% 9 74% 2 o]/t gl ok

=&
=]
e

=7

Table 5. Clinical-EEG and Clinical-MRI correlations in patients with clinically localized lobar epilepsies and positive results of both

EEG and MRI
) . Clinical-EEG Clinical-MRI
Clinical diagnosis
N C ND D N C ND D
TLE (n=33) 15 16a 20 0 9 190 4o 1a
Extra-TLE (n=73) 36 70 11 (4a+7v) 19(139+6¢) 38 169 15(59+10°) 5o
FLE (n=14) 7 3a 10 3( 20+1¢) 8 69 0 0
PLE (n=12) 7 0 b 4( 39+1¢) 7 3a I Ja
OLE (n=11) 5 la 10 4o 8 e 1o la
RE (n=24) 12 3a 5 (2a+3b) 4a 7 5a 11(4a+7v) e
PO (n=12) 5 0] 3 (2a+1b) 4e 8 0 2(1a+1b) 2a
a : focal IEDs or lesion b : multifocal/multilobar [EDs or non-focal lesions ¢ : generalized IEDs
C . concordant ND : not-discordant D : discordant N : negative
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cryptogenic LREY] ZA$-elAE= 1 iT7t 47 45%%
22%2M localized¥ iL"ﬂ’ﬂ B =9l GER 5% 20
2] Aol MRIFHO] 55 3welx] 2=l o]
FEToIR e R 27
Z}7} tuberous sclerosis$} Sturge—Weber syndrome
A2H o|EoA 2] MRIHE olu] (&AW A9,

gkl Wzl gt UDER 7% 299 FolAE 91
(31%) oA MRIFHo] #EEgl oy o5& &F LRER
AEFH, AA 24972 HAFETF LRE 208%
(84%), GE 2073 (88%), UDE 204 (88%) &} 5%+
198(0.4%) ©13{ck. E3 MRI o8 #577} v Sxre
305 (12%)0)19 1, 574 3707 ¥HE X 729
(29%) 232X Yt Hte] Aol o F-FEUA 924
(37%) Il wl3f Rzt AT

% 1L Lennox—Gastaut

H2
AT

OlE99! - & g - AL o/

pal

Aold 555 Pdat Hmke] AATE LA
FAo) MRIZ}
MR

42%, AEo) 35%, vlidEol 23%C)1Ed
oFAdo)w 598l #xloll A Al 44T MRIS] AAl
N+ %17‘4': 54%, AF% 15%, BEEE 31%°19t
(Table 6). E3 MRIS} Hup7t 25 oI LESA
541340]“1,] A EM"}]H— Mh,]. ibﬂr 1;]34.3} MRI,
MRI9} 2744 re) ARSIt 47y 39%, 54%, 52%
olglon Axr= 247 17%, 11%, 7%, WAEEE 7t
Z} 44%, 41%, 55%°1tk webA] FAaAHe YA e
MRIZ} ¥gfo] nl8] o] $-=3hchal & 5 QUAch B3t A
7HA] #e) @W*Ol W %lzl?f} $= 1898 (33%), &

= 28 (4%), v A5+ 6%
%ﬁr H3EE 4% (7%), U R] 248 (44%) €]
129} A% B HAdEo] A2 EFEY U

QAT A3
Ll
7}
53

A7

_L.

-

ru°“

% 439 4

(11%),
Al = L

\__

AFF LY BRo) 9FE viXE MRISHEEGS] 98 ZeRA ol MRIS Hup} 2HSFTe] £570 4=
2 Hl@a] Yste] B AN QdE Hut ek BeEQl gEE dtke e J%—‘S}“E}(Table 7). Rbde
MRI 2 ¥3-MRIY AABAE APaGed 94802 GEME MRIWHo] w39 247 336 A sl
B4 oA AT A9 10639 $AEF Hakhzio]l & A% A7t Q7] Wl MRS #8430 Uit
Table 6. Clinical-EEG, Clinical-MRI, and EEG-MR! correlations in clinically diagnosed lobar epilepsies

Localized LE Unlocalized LE
Total
TLE Ex-TLE Subtotal Sympt Crypt Subtotal
Clinical-EEG
Concordant 16 (12) 7(3) 23 (15) 3@ 7 10 ( &) 33 2D
Not-discordant 202 119 133D 119 11 4 22 (13) 35 (24)
Discordant 0 19(9 19(9 0 10 1 21(®
Clinical-MRI
Concordant 1900 13 32 (18) 12.(7) 40 16 (10) 48 (28)
Not-discordant 4(2) 17 21 (3 8 (5 8 (W 16 (9 37 (22)
Discordant 1D 5 6 (4 0 0 0 6(4)
EEG-MRI
Concordant 12) () a8 (6) %) an (29)
Not-discordant (2 10 12 (%) @) 7 a9
Discordant (0 (5 (5 (h () (D (6
LE : lobar epilepsy, TLE : temporal lobe epilepsy. Ex-TLE : extra-temporal lobe epilepsy,
Sympt : symptomatic, Crypt : cryptogenic, () : number of patients with positive EEG and MRI
Table 7. Combination of Clinical-EEG, Clinical-MRI and EEG-MRI correlations in clinically diagnosed lobar epilepsies
Combinations of Localized Unlocalized Total
corelations TLE Ex-TLE Subtotal Sympt Crypt Subtotal
C-C-C 11 (79%) 2 (10%) 13 (37%) 3 (25%) 2 (29%) 5 (26%) 18 (33%)
C-D/ND 2 (14%) 10 (48%) 12 (34%) 7 (58%) 5 (71%) 12 (63%) 24 (44%)
ND-ND-ND 0 5 (24%) 5 (14%) 1 ( 8%) 0 1(5% 6 (11%)
ND-D/ND 1(7%) 2 (10%) 3 (9% 1 ( 8%) 0 1(5%) 4(7%)
D-D-D 0 2 (10%) 2 ( 6%) 0 0 0 2 ( 4%)
C . concordance ND : not-discordance D : discordance TLE : temporal lobe epilepsy.
Ex-TEL : extra-temporal lobe epilepsy Sympt : symptomatic Crypt : cryptogenic
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8% 7

1980t B AA el
e A, A% 9 XEAZE S5k
RE AFata gla, Eazde] ydste #x-E9 ok
50~74%°|A MRI® 93 Bwlo] #AFE A0z v
3 Qlomg A MRIE giyE-e] 7Ha Az A
= HyEsid O]H}'@A]’i FEGL Gt} wheba] HEe] A
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sional epilepsy 2] 7oA+ total lesionectomyE A3
& 75 ok 90%elA Lake] Bejrt dojdohy BusHy
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STFUTEE AT AAENM Y ICEESER = o< Al
4 979 7Fsd S AABIgT ol2lat el 7a
YN BHAFFET EFE JAadT Haga) o)9)
ol BEA o7 AL e MRIY 28E FgA)7)=
Zi0] Bhgsith o] Aol #AHE MRIY HH&2 43%
ZH AL 50%¢l BlsjE 7k Wroi), EEGH}
90109 12579 BAF 479 (37.6%) o)A WL T
N EFe 228 F909 ICEESH 238 g4zt
g B7¥ 19399 3250049 MRl $AHEL 4892
M Skl B5819 1 53] symptomatic lobar epile-
psy® AGd A9 o) 75%0)%0th s MRIE=
ICEES®]l 93§ UDEZ ¥F¥ 29%F 9%elx] e o
ZAEEH|, o]E59] lobar epilepsy®E ARFEHY T, A3}
Zo® gl 2499%F 304 57} niojg o
2027 (81%) ol GA7Hdz E7HQT) whdo| GEZ 2
FE 20 gAtolME MRIMWHo) 3T TatEg)
=H oS BEF U4d A4, Hwo) &4 B & 9=
AFEA 7 9FE vIAA Ralglod, o]ya Al
Al ICEES7} GES] EFol= B3] 4431tk 28 A
A3ttt

Y- AHA-MRIS] AAZ E3 MRIS} ¥ 573412
H| ol GATHEY H9olx Hutd oz Ak MRI
o YA} QAT Ha Ak AAE B} Eokown A
TEE @omEA MRIY 448 4F & 4 9gien)
EEG®} MRIZ} B oFdoiiwl 547 9] 44371 Skxjol| A
A Qe HobdAL HobaAke MRI, MRISH Q44
A7) AT 247 39%, 54%, 52%019.0H AEE =
A7 17%, 11%, 9%=2H 943 5] AAlRth= QA
3 MRI H+= EEGS} MRIS] 977} ok7b o] 958 R0
Z #EHHTable 6). 23 o] 5499 3= Q)
F-HIA-MRI’} 5% 4x) & 2L 18%(33%) o vt
A ogkon, 127 (22%) & 33l 374 8=e] A7}
AT A-97F 18 ATk o) § AMAS &4 ICEES)
b RS A% 9 EEY 25 e
Astile= w-g A7 Boke AMS ARREL Qi) 7
v MRIS] E30el Q3 A7HA 322] AAF H2 174
o] dXg A7t 78%0) GHTh= AL 7)E] o
&3t Huke] AAlelN BEE AT 39%9) HlE A
Moz Bzbsw, o)= MRIZZAC] 94T} HmzAabe o
AE T3 $23 98-S slezM MRV 947k
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otz AYE nigith o] AFolME GAA A =

F[F

J Korean Epilep Soc /' Volume 5 / June, 2001

OI1891 - of & - 2184 9/

Table 8. Proposal of Modified Classification of Epileptic Synd-
romes Applied MRI Features

1. Genetic LRE

GE

PME

Cerebral dysgenesis
2. ldiopathic LRE

GE

LRE : localized : lesional vs non-lesional
Unlocal : lesional vs non-lesional

3. Cryptogenic

GE : specific
Non-specific
4. Symptomatic LRE localized : lesional vs non-lesional
Unlocal : local : lesional vs non-lesional
GE  Specific : lesional vs non-lesional
Non-specific : lesional vs non-lesional
5. Undetermined

6. Specific Syndrome

3] 37] $1stel MRIEHS) 9918 wliAlste Wwlel 91
g FEeT FIAA BRel Hgalgon, 2
d

I SAol #Hs FEXEY F£4 A
ARERTE Tt 22 A Wioelg dxgn
HAAY Bxe wet 259 Z37F A4 OE 4 Q) 9
Tol, AAZ AR EFHolE o] T/ BA4o] 2% ¥
gro] Eojop & Rolth tE #rx] BAHL gy 7kd
= 599 507 4AY AU} £ ICEESY ¥5%
55 o] WA 7HE 2347 A Qdrtolnh AAz
ICEESelM 9] A4 #-F= AAZT 27484 7R
7817] sl MRIWHZS] A9Ae 231 g 4= 9l
o g B0 FAYIM HERY 7)9Eo] U Bz}
&< symptomatic epilepsy & #HE 25} 0]5 o)A
cortical dysplasia®] 7o) #2g 79 Wz 7|g=w
o] dAAge] EEEA Dk a3y A Aol gloj=
AAHE 5ot BH 257 @39 %o} Wy B
o) 7] wiel, “symptomatic” # “cryptogenic’& A
Y3 A3 AAE v)sie, “lesional” & MRIHHE
oJnlshs g2 MAsle] ICEESY| Agst= 7o) o n}
HAE 207 Y7rEof(of | symptomatic temporal lobe
epilepsy ! lesional : cortical dysplasia) ©]& ©]&3 A}
= AZI3HA F )k Table 8).

B H: 0AFET - 9 - - MRI 9
VA - BE - 4F

o =R 120019 59 109
o AARETIY 1 20019 7€ 109

2 525
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