R E B14% £2%H
The Keimyung Univ Med J
Vol 14, No.2, June, 1995

Sl AF T Suka dA4 239 AT =

ARG guE g A2 AE, Adoistug Y A4 md* 2 Porto Alegre Epilepsy
Surgery Program, Hospital Sao Lucas da Pucrs, Porto Alegre, Brazil**

I8 - Andre Palmini® - O[21&**

Mo B

HZ 947 IH e dgg A e S B 3
A} 43 (crytpgenic) gt AR Y B-& &9 A
o] A1 o, 53] FAZW o] Aurh
golatA Ago] Fhes P Y. FAZYN Pz
St 7Hdo] oy YA AAYS g HA AF
Gl g 3 4] 2 ¥ (natural his-
tory)& olsf shedl A rdsta AP

7HE A7l e FAZN 123 i 4
A X%, 79 % (hamartoma), T3 713, v}
A 7 3}=(hippocampal sclerosis)# T Zo|FAHZ
(cortical dysplasia) Eo] lom**+310 o] Zo}x
ol A3E gAY HF 52 MRIS 223}
wEo] Aol stsaA AeEelth 53] sAoiy
AZE e AAEAE o]F s (neuronal migration
disorder)= G4 1A d@d B8t goen &
olzbad el % 25%E AAstn U, E 9 Fo]
¥4 WFo=Z 7vd 2= (intrinsic epilepto-
genicity) S AU 1o &l wg31A] g2 2
2 EAse AFe] Aon®® FAF 2 e (status
epilepticus) & W3] Futsle & wgto] 7H
AR a3 BPo2 gAAT Yt P, o
B HAo|FAF SNy Fx 2 HegAEE
olgjsta oo ME FeHtE AlvE AL THEA
B9 Fa3% REolF & F gk BE=FdAe
Aol gFol A A 2 Ry A, 5
i Ao B4, sed Fr ¢ dd A, e
Wi WYty AAg F40 2 Jlestung o

1L HAOIEES| Yusta Ty

EREEY HE T e AFAE: 24
Z7191 39 2] germinal matrixolA] AAEH,

- 2|5hed - 2018] - HOWK} - AXIH

o] NAMEEL LA 8F4FE 53] wigd ¢
A8 A1 73 - (radial glial fiber) S wle} ¥ A 59
A HAZo g olFE AAEA HAAZS A
h(Fig. 1.). old A3 HolM AZAE A
33 9% wjdo] 7HEARl st o8 24E
Z laminin, cytotactin, astroactin % intergrin &
o] #A3lith o] A olFH ANAHNEELS ¥ A
o 693S FAIL, o)F tS F3leo] AAFFA
3 FAE7IE Yol B AJAEE synapses
HAA "ok o3t AAANEY o]FL eA7] 16
F7A) A&H e, #d ol g ol F A7) H&EAG
< BAHE, ABAES o]FF ol (neuronal mig-
ratrion disorder; NMD) 3= ]2 o|3 AlZo0] A
244 3o, HEge) A7) 2 24, FEo e ot
W3 FFoz e Hed ole Ao He
Hed 2RE2E, HE¥AYNAE, 29 L 5484
ol A7IF A1, HINE 18 &A% gl

_T’_E:} E] 01 7(]:17_ 9;}\1:]'8' 12, 16~17)

2. EO|#ME T SYHE 2k 9

dm
0z

AP FY FTHIVE dgstRol AFA=
ggFstA 2= et RS dAFFEE
Aol = FAl 2 dEXA|, &5 vy, AdojFel
o} 714 d44 vlvl(psudobulbar palsy) §°l 1.2
| BBED oy e F2 A AT AF
stuzt ok FFo|FHSH Futd AL HY
& gy 3EE AT M S Bole
Aoz LA ded, HANFAHFT A
77—99%0 A BAA AL Holm op ™, w3l
°F 30%9 #AA FBF A del(status epilep-
ticus) & H.o]% epilepsia partialis continuag %
‘ﬂ'%}-—,—“‘_— %’—?—E B3 5]:11 9\15}_&14,15,21.@'

A7 A A HAA AP AHF I+ MRI
A Yvelyes A3 1R g FE Y A



- 180 —

BB ARICE F 4% B 25 1995

Radial fiber

Germinal
zone

Leading
process

-Neuron

Trailing
process

Glial cell

Fig. 1. Schematic drawing to show the germinal zone, migrating neurons, and radial glial fibers. Mi-
grating meuron is climing up from the germinal zone to the cortical plate along the radial glial
fiber. Any damage to this processing can cause an arrest of migration (ref. 1).
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Fig. 2. Intraoperative ECoG recording in a 16-year-old girl with macrogyria in right postcentral area
on MRI. Note continuous and rhythmic ictal-like activity in cntact #9 and #17.
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Fig.3. T1 weighted coronal and sagittal views
show the flattented cortical surface and
thickened gray matter in right frontal
area (arrow heads).
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Table 1. Outcome after surgery for cortical dysplastic lesions.

Seizure-free or

Series N Lesion location Histopathology .
greatly improved
Taylor et al, 1971 10 50% temporal lobe Grades I, II, and I 75%
Kuzniecky et al, 1991 10  All temporal lobe Grades I and I 90%
More than 75%
Branstromm et al., 1993 36 Mostly temporal lobe 85%
grade I
. All extratemporal temporal
Palmini et al. 1994 31 60% grade Il 32%
plus extratemporal
40% temporal
Kim et al 1995 10 oTeme Grade I, I 0%

60% Extratemporal
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Fig. 4. Histological specimen demonstrating Grade
I cortical dysplasia. Note the swollen azon
(white arrow) and balloon cells with eosi-
nophilic cytoplasm (arrowhead). (HEX 200).
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Surgical Treatment of Patients with Intractable
Epilepsy Associated with Cortical Dysplasia

Hyoung-Ihl Kim, M. D., Andre Palmini, M. D**., Min-Cheol Lee*, M. D.,
Ha-Young Choi, M. D., Yun-Hee Kim, M. D., Ae-Ja Jung, ph. D,, Ji-Hyun Kwon, B. A
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The advent of neuroimaging technique has enabled the accurate diagnosis of structural abnormalities
associated with intractable epilepsy. Among these, neuronal migration disorders(NMDs) or cortical
dysplasias(CDs) involving cerebral cortex are increasingly recognized as a major cause of intractable
epilepsy. CDs are expressed as variety of forms depending upon the time of injury to the developing
nervous system. CDs are highly and intrinsically epileptogenic. It is crucial to completely resect the
epileptogenic zone in focal CDs for better seizure outcome. Hemispherectomy or multilobar resection is
preferred for hemimegalencephaly. Callosotomy can be chosen in the diffuse CDs who have intractable
drop attacks. However, resective surgery can benefit the selected patients with diffuse CDs if localizing
information persists.

Key words : Epilepsy, Cortical Dysplasia, Neurosurgery, Magnetic Resonance Imaging.



