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—Abstract—

Backgrounds: Since the advent of MRI, cavernous angioma has been recog-
nized as an important cause of chronic epilpesy. However, the natural course or
optimal treatment strategies of chronic epilepsy with cavernous angioma have
not been established yet. Methods: We conducted a retrospective review of the
Yonsei Epilepsy Data Bank and found 13 patients with characteristic MR find-
ings of cavernous angioma who have been followed at the Yonsei Epilepsy
Clinics for longer than one year. The clinical variables and outcome of the
patients were analyzed. Results : The subjects consisted of 7 men and 6
women. The age of seizure-onset was approximately 21 years old and the dura-
tion of seizure were 9 years, All patients in this study had small 2em) and
single cavernous angioma and the majrity of lesions(9/13) were located in the
temporal lobe. One patient also had hippocampal atrophy and another two had
combined venous malformations. After adequate trials of antiepileptic drug
therapy, 5 patients became seizure free, 2 patients showed worthwhile improve-
ment and the remaining 6 patients did not have any improvement. The with-
drawal of antiepileptic drugs was tried in two patients after seizure free period
of 3 years but seizure recurred in all patients. Epilepsy surgery had been per-
formed in two patients. One patient who had the left hippocampal atrophy has
been remain seizure free after a standard anterior temporal lobectomy but the
other patient who had performed a lesionectomy alone did not improve after
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surgery. During the period of follow up for about 36 months, no symptomatic
bleeding had been occurred in any patient included to the study. Conclusion :
The incidence of hemorrhagic events in chronic epilepsy patients with cavernous
angioma is extremely low. About half of the patients can be adequately man-
aged by antiepileptic drugs therapy but the chance of successful withdrawal of

AEDs seems slim.
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5 5o FHoR WRID(Voigtsh Yasargil,
1979; Simard%, 1986). FAdlE ¥ AdE @3
Agelt ¥ P BY) AAA & BAFA BN
71 WEel, CAS 99 B9 Ky & Lol
2 FEeld Byl 348 AvPYos VFEY
2, 4% A9 2ANME CAel 33 Hxddte
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o 94 FF 3 oFE AEe] EF Fo AF Y
ol wech

£ ATAES BEE F22 43 CA BA

9 P2 4B Azl 9P DEE BAAA A
A= AT ekl GF ARe) AV 2R
stk

o

o1d 19%% 95 69U VAL FhE A
g9 1A B4 Yo Ydsie] MRIZ CA
& A9 e PAE BT 1459 D] I
& vy 2] 28 o e RoB dARw
MRI] & A% 71#& Curling® (1991) <l w3t
o el 99es a9 4 e FFNNEE
TG 199 Bk ASAT, 1d ole) 33
o] A9 139 $HNIeR Ak ¢F R
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420 (complex partial seizure) ot SR
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3 2AL B9 8% 1%, ¥R ERY Role
Ak 39T A WA e A= 390

— 85—



onset age AEDs level at  seizure frequency
Jsex convulsion visiting per_month
1 M not done 0
2 16/F - suboptimal 0
3 18/M optimal 4
4 2/F optimal 0
5 52/F - no medication 4
6 14/F - no medication 3
7 23/M suboptimal 45
8 15/F optimal 1
9 17/M + optimal 20
0 1R 12 years + suboptimal 3
1M 7 years optimal 3.4
12 26/M 10 years - not done 13
13 29/F 12 years - suboptimal 0.
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7 999 299 BRI FEAES PP ¥ 3T
£ AEsRey BF AERASE 2). A
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Table 2, letal semiology, EEG,

. MRI findings of patients with cavernous angioma

X location of cavernous final drog outcomes of
ictal semiology § EEG theeapy e o
1 nocturnal generalized Lt angular gyrus normal carbamazepine Sz free
Se with Rt turing
2 nocturnal generalized Sz Lt superior & middle  normal carbamazepine Sz free
temporal gyrus
3 dizziness — automatism Lt para- bitemporal  carbamazepine Sz free
with LOC hi el gyrus  TEDs clobazam
4 forced thinking — Rt superior & middle L4 temporal  phenytoin Sz free
automatism with LOC  temporal gyrus IEDs d
5 dizziness - automatism Lt parahippocarpal Lt fronto-  carbamaepine Sz free
with LOC & inferior temporal  temporal TEDs
gyrus
6 dizziness, spooch arrest Lt superior temporal  bitemporal  zonisamide improved
- 10C TEDs
7 dizziness, jamais vu Lt parahippocampe] Lt temporal  phenytoin improved
— automatism, turing  gyrus IEDs
to Lt, generalized Sz
8 paresthesia of Rt Lt precentral gyrus  normal carbamazepine no change
chin-) facial twisting
> turing to Rt
9 unusel fecling —> Lt uncus bitemporal  carbamazepine no change
automatism with LOC IEDs
10 dizziness) automatism Lt cingulate gyrus  normal carbamazepine, no change
with LOC clobazam, valporic acid
Sz operation®
11 forced thirking — Ré fusiform gyrus bitemporal  carbamazepine, no change
‘motionless staring - EDs clobazam, valporic acid,
turing to Lt i
12 nocturnal generalized Rt pariotal lobe ‘normal phenytoin no change
Sz Sz operation™
13 abnormal hearing Lt parshippocampal  right temporal carbamazepine no change
- L0C gyrus IEDs

LOC: loss of consciousness, [EDs: interictal epileptiform discharges, AEDs: antiepileptic drugs,

+ improved: greater than 50% seizures reduction, no change: less

than 50% seizures reduction.

* became Sz free after anterior temporal lobectomy ** no improvement after simple lesionectomy.

© (Kondziolka®, 1995), $3#71Zt $4F
< 2@ FuEE dashs O 3%E 1ol
71l A% Az HFW) TAHA e @ F
X7t 4¥ez APt %3] M3l 8ol
she Aol F99 FAol A& o3 FF
3 55 Helizvl ¥3) (Zimmerman®, 1991),
Az YAT PE AP G937 ANFD
FYAOE FA] AvIST (Acciarri¥, 1993),
£ 7Y BAEE FHA FFRA 95 2
el Zhde] Furd CAS H&de] FaMe ¢
4 A% 2dvka g7dc

£ a7l o3t CAZ FUR 1 B 69%
<A GuBAE At BREdE BF 359

ol ¥e] sle SRSk Ryviin$(1995) & PET
AE AT ga 22E B9 THEAE 233
B A2} FaERe) Ah(deafferentation) &
a2 7)des £9% v itk olg 2 W ©
A FANE 9] Roiol met 9F Folt of
F9] Aozt vehd 7hsel AT B 85t
Aol o] B B4 APIA 23
dufoz F¢ Fo 9T AP 1A (sec-
ondary epilepsy) 9l ¥ #Hvkel Aol B
o g 8&e W 47 Fom BugAw
(Kirkapatrick®, 1993 ; Paltes, 1993) CA®
T 3 89 ool il LA vke Aok
2 a7 gsE AR s FRAAS S5
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2 FEAEEIE W o) FAelME T4
7hdel ot g4 e i ofFe v
=% A%E BATRAEE, 191, e %2
ARRozE FPRHE HdGn B2y
Robinson¥ (1991)8) Hzse ursy
Churchyard%(1992) ] 30%] ¥21&<] Had]
HlEAE R dite Be, A ol Ba
2 13 2EE V)EeE AR ERAY
HEED $0E 93 LRreactive seizure) &
Egshe 5 2R AW Meshe A4S 2
TR AHET FHAAY FFHY FEER A
Al i Aol FF3A)el, HABA o F
7 ol do dHE #Ae] FE IR
o Hejth B4 bl Fedelde wdeals
FAN FEFEEAANE AR, A2 140
YAAAS T 2AY Fo ARE BYHI]
o, ¥ B S4% ) AY A} dge
Ae zPBGE, CAT BUT BABA B
£ R 2dvka 44En.

CA9| 7v8 24 71FoRE BHEAA FYd 9
@ hemosiderinFHolut ABAE 24, AES|
4 %o AA=HYR(SimardF, 1986 ;
Kraemersh Awad, 1994), @ &4 MRIeIA
CA° B9 o] dAer AFHHT. 3
A 2 AFNA svke) A% 242 89l S
4 A WEe] Yz WY 259 AL
2 Z4NEE BRor B8 O 89 F9ole
CAS 93] dASEdE P wake 59
o] 354 @7 W] CAel the 3 ga
7b EA%E 7Hs7d0) Aok = Cohen(1995) &
FE3 IR gAY BAYE| LAEE
F& F AdEel ¥93 495, Kamada®
(1994) 2 ¥ MWK (electrocorticogram) Fol
2ol @olql F9lo)A AsHE Hnsn g
Ba A% F o] ALE Hue A4x gong,
CAsA o AH HdWde] 714 e 4793 o
232t} (Simards, 1986 ; Robinson®, 1991;
AwadF,1991).

w249 Yoz e 2e AEE A
& Ale AAE 1/39=S] B4 FEARE ¥
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AR B AEE FEE B AZ FoE @AY
< 2% WA, FE A9E 299 BRNE
CAol 2% 5% 93¢ AAskn gglen) =
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€3 RV 338 $E8 BT olFe)
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L CAE 343 77 8R4 24 g dge
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2. 9% FY Y FE WAR oY ANA
67, v FE B oY AN 2% 1
W, BE PE W 39, oM ANY o4 39
2 uepeh. 998AE 69%014 2d0kE ngo
=, &F9 R0 g B A Cely e
& 29 99 uFTG Y gle BE SAdAE
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3. #& 1d OB FEY AR A8 F 59
@] gRem, 232 5090199 Yol
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4712t de) fzde] At seivke PAUA
9 RAE FAG & gle A9 Aok BF 3
e FART T FFHY HEWo] VLA w3
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4. CA°l sle @44 23 BXe] Boe e
QAL PAFET PR FEF FEd F
7t 2APE o] e} Ao} gk
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