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Clinical Characteristics of Occipital Lobe Epilepsy in Children
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Purpose - To evaluate the differential clinical & electroencephalographic characteristics between benign
childhood epilepsy with occipital paroxysm (BCEOP) and symptomatic occipital lobe epilepsy (SOLE). Methods :
Nine patients of BCEOP and seven patients of SOLE diagnosed at the department of pediatrics and epilepsy
center in Inje University Sang—gye Paik Hospital from March 1992 to June 1998, were studied for the determin-
ation of differential characteristics between the two groups. Clinical features, EEG characteristics, MRI findings,
associated conditions, and prognosis were investigated and compared between these groups. Reswf: 1) Male :
12.5in SOLE. 2) Seizure onset age was older in SOLE as compared
with BCEOP. 3) There was no significant difference in seizure types between two groups. 4) Visual aura could
be elicited in 5 patients (55.6%) in BCEQOP, and 3 patients (42.9%) in SOLE. 5) Ictus emeticus was only noted
in 4 patients (44.4%) of BCEOP. 6) Migraine was associated only in 3 patients of BCEOP. 7) Background
EEG abnormality was more frequently associated in SOLE than BCEOP. 8) Seizure control was inefficient only
in 3 patients (42.9%) of SOLE, and all patients with BCEOP were successfully treated with antiepileptic drugs.
Conclusion - SOLE showed higher seizure onset age, less frequent association of ictus emeticus and migraine,
more frequent background EEG abnormalities and more medical intractability to antiepileptic drugs than
BCEOP. (J Korean Epilep Soc 5 : 41-45, 2001)

KEY WORDS : Benign childhood epilepsy with occipital paroxysm (BCEOP) - Symptomatic occigital lobe epilepsy (SOLE) -
Electroencephalograph (EEG) - Childhood epilepsy.
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Table 1. Age and sex distribution of occipital lobe epilepsy
BCEOP SOLE
No. of Patients Q 7
Sex (male : female) 3:6 2:5
Age (yean)
3-6 3 1
7-10 4 2
=11 2 4

BCEOQOP : benign childhood epilepsy with occipital paroxysm
SOLE : symptomatic occipital lobe epilepsy
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Table 2. Seizure types of occipital lobe epilepsy Table 5. EEG findings in occipital lobe epilepsy
. BCEOP (%) SOLE (%) BCEOP (%) SOLE (%)
Seizure type
(N=9) (N=7) (N=9) (N=7)

Simple partial 0 2 (28.5) Background rhythms* 101D 3( 429
Complex partial 4 (44.4) 3 (42.9) slow & disorganized

Second generalized 5 (65.6) 2 (28.5) Localized slowing 3 (33.3) 3( 429
Visual aura 5 (55.6) 3 (429 Epileptiform discharges

Ictus emeticus 4 (44.4) 0 Unilateral 6 (66.7) 7 (100.0)
BCEOP : benign childhood epilepsy with occipital paroxysm Bilateral 3(33.3) 0

SOLE : symptomatic occipital lobe epilepsy

Table 3. Clinical features associated with occipital lobe epilepsy

BCEOP SOLE

(N=9) (N=7)
PHx. of febrile convulsion 3 1
FHx. of epilepsy 0 0
ADHD 1 2
Migraine 3 0

BCEOP : benign childhood epilepsy with occipital paroxysm
SOLE : symptomatic occipital lobe epilepsy
ADHD : attention deficit hyperkinetic disorder

Table 4. Brain MRI findings in occipital lobe epilepsy

BCEOP SOLE
Normal 9 0
Abnormal 0 7

Cortical atrophy
Cortical dysplasia

+ Dandy-Walker SD. 1
Multiple cerebromalasia 1
Pachygyria 1

Subarachnoid cyst 1

BCEOP : benign childhood epllepsy with occipital paroxysm
SOLE : symptomatic occipital lobe epilepsy
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BCEOP : benign childhood epilepsy with occipital paroxysm
SOLE : symptomatic occipital lobe epilepsy
*p<0.05

Table 6. Treatment outcome in occipital lobe epilepsy

BCEOP (%) SOLE (%)
(N=9) (N=7)
Respond to
monotherapy 6 (66.7) 2 (28.6)
polytherapy 3(33.3) 2 (28.6)
Infractable to AED’s 0(0D® 3(429)

BCEQOP : benign childhood epilepsy with occipital paroxysm
SOLE : symptomatic occipital lobe epilepsy
AED’s : antiepileptic drugs

}(localized slow waves)E WA Aol 5 7HolA 3
#(33.3%), T34 F74 M 38(42.9%) 9] ot
ol Zkzt BEF o] Frzbel {213 2107t GIIrHTable 5).

6. 59 MEQ AT HN

FY 2ot FFY 1HAL FHAAY G5 2l 23
AR 66.7%% 682 Folol o] 2HH 1, v
2] 33.3%%] 332 BotEx IAHA 2 3 g 93|
zto] s 2AEG oY, 3 $5E 1 dot &
Tl E 3 (42.9%) oA FHBA L] WEaHdAE B
T, 7o) ¢s] 2R ¢el, A gl tidh wkgo)
24 gt Ao JeRrh(Table 6).

i

FEd 7hdL 18799 Gowers?7F A% 2 A1z
(visual aura) & FHHsE ZHAA 22 3xte) i A-g-0
£ Rusiglch ol A4 T4 7124 AjZHA $z)
(elementary visual hallucinations) &2 T2%, ol
rAA ] Aol Y, Bl AFEC] AA HolAY AAl
olF @Y, Al A 9 Bol3l Zlo] Role PYHER
2B ARSI =
AA T4 7249 1H4F IF7E9 2L 9 3~11%
=

o o]2& Ao

o



LOF FFE I 2HE
A2 24 Aol g Aol F, HeY, AR
&4, 1Eln A4 718 ol del B £ Ak A

A4 S8A HEGIY I FoE AT FFH &

o Aok ozt £3] vpehte], B¥ F4of me} 2
FAo) B3| TEEAE gou, AT M- (infracale-
arine) HHoHE= 22010 7 wHlzle] Ho]xo] BR BB

uzbal 2RES Aol FHbE T
rine) HHAAE AFY E£E

, ABT 47 (supracalca-
FAGLER o Ho 5
| W= 0T7]' g2 oz OLEW oltk” Akzt

whato
A7 o T b

A4 74de] Fakd 5 Qb0 W, Y ol TR 0
e §34 29le] o8 wahE How F451 9o
o, 4 AP 34 27doln, wad F FE uo|

T (})J\E}_ 11-14)

=
o] 040}011/‘1 T Ao ‘”EV‘ Hh, o—r*é
o
d

ofofefAj 2] ko] w2 7/12
o] zpol& §siTh
T4 2 gt g £3

A (visual hallucination) o1, 71 & <k 75%°)|4 A2 A
Z(visual aura)7} 9= Aoz WyuEy QJuEFNIV2 o)
Az S oFd S8 (positive feature) 7 S92
Azt FAH(negative visual phenomena) 22 W 4= 913,
oFN FAMom= AR WEE = 7|EZQ AZA a7t
At (elementary visual hallucinations) .2, 82 9 (bri-
ght lights) 42, B2, FeE AA gl A4 ddo] &
due= Aoz vehly, 2AF A ddozE Zi
(amaurosis), &3 (scotomas) ¥ ¥8% (hemianopia) 52
Al o) ekt A 2dlEE AEE vebrdth 1y o
o] Haee A7 AZ(visual aura) F240] 50% ©|35)
AT BAEE Ao g k0 B o)A
v W aot 7Y 1A FolrelA 55.6%, T34 T
A 7HA slololl M 42.9% oM Al AZ(visual aura)
7} =) Penfield 98 YA wiet Jak S
Agagied 59 7194 7183 A2 27 (eleme-

ntary visual hallucinations), ¥2A] A (ictal blindness),

Fuoms AAg Bt

2
z

o)

44

F 5ol vehtal, F54] oF2 2ol dojd o

. 14% a2t oy, -sr
1

°FT
N om
o
N
of
of
of

o
L
hul
¢
ul
E
-9\—a
2
%
o[}l
o
o,
o
-
ind
=~
e
1o
ol
:{o
)

78R A7 87 @A
TE ’“H‘”qul‘% A& o ol B Fo|H
HA) z:.7“4}175‘(1@311 amaurosis) ¥ 2 A8 AT
T 913, &AQ Ajzkade] 1+ ?%‘354
1: %E}_S)ZO) z—o—,\q 3—‘1_’:_?3 7};5:—]0 ‘:H
ollgt Fote]s R TRolA T, W2 Anles Oé‘(SY-
lvian fissure) 2l U5, 25 2 45, ]'E—O‘ ue} o3 xjo
AlZ}9) o) Fito] vpERH, "O‘l’— 3 554
o7 X*"]Qb ZAfelE WEFY A 2 fARE &
7, T AsFo] FHE %—'T‘—oé AR 29y
T 9tk B oojitef A} WA TE (ictus eme-
ticus) S Bl A4 O Aol 54 1 Sl
ol Aet 48 (44.4%) 8] Foprb WEHJTH FH5- i
Z B A Aol FRY 2082 1950 Gastaut™ 7}
g B3kl 1952 Gibbs$ Gibbs™ ] Bwel] o5}
o] ol Z &AA HAth FAellE AR HFEEY
3 ZARIA 7} BEHEIG oL, Gastaut™ ol Qs A €
B 7HAE AT B AFelMs P Aot 579
4 gl 34 |FFo] FHEESITh
HAFE A S5 AL o)) veRt,
2 AFME T3 F7Y A FolselAnt oS
Bk FAN e FFY 7K 82k oF 37~72%004
APAEHA o)ato] FwkEE Ao BuHe Qo A
e HAr|EE JAe B=E HAde dasA XA
A o]|PHF 5 i ol xS FY Wol RIT F
QA HJth 59 F59 1 A E A o
23855 (polymicrogyria), H4% thH9]d 01445 (focal

J
¢}

mml

cortical dysplasia), ¢]%% (heterotopia) 5% Adso] &
79 F ok B APNE F34 FFG 12 Fols
o] HA ¥ 9 274 Ui 93 AE5S 28, il

2 o84S 24, thd A8 (multiple cerebromalasia)
18, &= (pachygyria) 13 2 #F23} 35 (subar-
achnoid cyst) 112 333 $ 991, ¥4 o|3gA= 3
o}= 1#= Dandy—Walker 30| FHHE I

54 7 RPN Hut AP 7P E5 28 =9
9 ozke] 7hzek dlolw, EEz}E A7 (Montreal studies)
M FFY A AN F S5 (posterior te-
mporo—occipital regions)ollAe} 7Hdek HuliHo| 25%
2 7P Btk Rustint?? oy sol 5 749
28] w3}k AL A ulAeske) HA] FFH2 SA4

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



en
Qo Fe Yol

F

oo ©oox o rlo |-ru
Ion
)
o

2, cishe) Fustoln), iRk ofdl Byl 4aEn:
WE Fubl B E- O
FEL A S 5 BNl old R
Sk Alebal F o 10 Hzo) WA 39} £39 Eo

HolSV|= ek 354 F5G 28R 5t 47

BAe) AN wRg WSS ek, Ak
W BRI 2AEA D B AT

_/

2 - O1& T - YIS £/

o daire H 2RE ARG 9 A7) AAE B
Fo] Weket go1e TFuahs
T2 SkEX 8 Usl M T ok Ao} 3= kA 3
obroME 67%21 68°] FoloA Uit o2 ©E Q]
oz zAHgow, U] 389 S} AA] thek 2H (po-
lytherapy) 2 ZHEH o, 54 $74 14 Fohr

o= 3d(42.9%) 2] Folell thek Q¥ (polytherapy) o

%01 2 % ek ¥

o] =

Zob FFY 4 Fokr of 88.9%14 4 wiAY & Eyslm o] 2R ool Mgl gk wkgo] 4
BT S5 FEY 21 Fokro e 57.1%  teh olel@ Anw Y Aok FFY 13 FF &

Bobl it 3 algist 208 wolrh Wb A w91 e W s W] pdet 5 adle
AY T GF 2R BREdeY, $34 @—%os FARIR, 4S9 Ak 22 4 w5} 21 o

13 GolFANE BF A4 bdo Aw TG, 2 7R bsate, oed Aolo] met X5l i3t we

R N P Rog Azdth

VRS AT S s BN HO Y ho} 04 - EFY FRY 0d - M
AR AT AFE FRE 2R P m gekein PO

AP FFY F5Y e iR dxy Batoz olad o

o ) 2R Y dob FFY AL Frh FLoR CEEEFU 20014 58 30

o Feid QA AN B AL i ol g et AT 08

Ho] 94 ek Jeime Uy 54 $5Y A

REFERENCES ectrocorticography, cortical stimulation and ~ 16) Williamson PD, Spencer SS, Spencer DD.

1) Commission on classification and termin-
ology of the international league against
epilepsy. A revised proposal for the class-
ification of epilepsy and epileptic syndr-
omes. Epilepsia 1989;30:268-78.

DML - ARE - olEg - IHE FE
@ &} (occipital paroxysmal disch-
age) Kol A 7k Zolglole] gk &

b gl o} 4] 3 5] %] 1994;12:84-92.

3) Gower WR. Epilepsy and other chronic
convulsive disorders. New York William
Wood, 1985.

4) Sveinbjornsdosttir S, Duncan JS. Partial
and occipital lobe epilepsy. Epilepsia 1993;
34:493-521.

5) Rasmussen T. Surgery for epilepsy arising
in regions other than the temporal and fro-
ntal lobes. Advances in neurology, vol 8.

Neurosurgical management of the epilepsies.

New York: Raven Press, 1975:207-26.

6) Russell WR, Whitty CWM. Studies in tra-
matic epilepsy. 3. Visual Fits. J Neurol Ne-
urosurg Psychiatry 1955;18:79-96.

7) Huott AD, Williamson PD, Thadani VM,
et al. Occipital lobe epilepsy: clinical char-
acteristics, seizure spread patterns, and re-

sults of surgery. Ann Neurol 1992;31:3-13.

8) Salanova V, Andermann F, Olivier A, Ra-
smussen T, Quesney LE. Occipital lobe
epilepsy: electroclinical manifestations, el-

outcome in 42 patients treated between

1930 and 1991. Brain 1992;115:1655-80.
9) Kuzniecky R. Symptomatic occipital lobe

epilepsy. Epilepsia 1998;4:524-31.

10) Munari C, Bonis A, Kochen S. Eye move-
ments and occipital seizures in man. Acta
Neurochir 1884;33:47-52.

11) Holtzman RNN, Goldensohn ES. Sens-
ations of ocular movement in seizure ori-
ginating in occipital lobe. Neurology 1977;
27:554-6.

12) Takeda A, Bancaud J, Talairach J. Concer-
ning epileptic attacks of occipital origin.
Electroencephalog. Clin Neurophysiol 1970;
28:644-9

13) Olivier A, Gloor P, Andermann F. Occipi-
totemporal epilepsy studied with stereota-
xically implanted depth electrodes and su-
ccessfully treated by temporal resection.
Ann Neurol 1982;11:428-32.

14) Remillard GM, Ethier R, Andermann F.
Temporal lobe epilepsy and perinatal occ-
lusion of the posterior cerebral artery. A
syndrome analogous to infantile hemiplegia
and a demonstrable etiology in some pat-
ients with temporal lobe epilepsy. Neurology
1974;24:1001-9.

15) Ludwig BI, Ajmone-Marsan C. Clinical
ictal patterns in epileptic patients with occ-
ipital electroencephalographic foci. Neur-
ology 1975;25:463-71.

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

Complex partial seizures with occipital
lobe onset. Epilepsia 1981;22:247-8.

17) Williamson PD, The symptomatic location-
related epilepsies-problems with subcl-
assifica-tion. Yale J Biol 1987;60:60-77.

18) Penfield W, Jasper H. Epilepsy and the
functional anatomy of the human brain.
Boston: Little Brown, 1954:41-155.

19) Blume WT. Occipital lobe epilepsies. In:
Luders H, ed. Epilepsy Surgery. New York
Raven Press, 1991:105-17.

20) Williamson PD, Thadani VM, Darcey TM,
Spencer D, Spencer SS, Mattson RH. Oc-
cipital lobe epilepsy: clinical characteristics,
seizure spread patterns, and results of sur-
gery. Ann Neurol 1992;31:3-13.

21) Ambrosetto G, Antonini L, Occipital lobe
seizures related to clinically asymptomatic
coeliac disease in adulthood. Epilepsia
1992;33(3):476-81.

22) Jaffe SJ. Roach ES. Transient cortical bli-
ndness with occipital lobe epilepsy. Clin
Neuro-Ophthalmol 1988;8 (4) :221-4.

23) Gibbs F, Gibbs E. Atlas of electroenceph-
alography. Epilepsy vol. II, 1952:222-4.

24) Guerrini R, Ferrari A, Battaglia A. Occip-
itotemporal seizures with ictus emeticus
induced by intermittent photic stimulation.
Neurology 1994;44:253-9,

45





