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A Case of Epilepsia Partialis Continua after Gamma Knife Radiosurgery

Il-Hyung Lee, M.D.", Won-Chan Kim, M.D.", Hyun Sook Kim, M.D.",
Ok Joon Kim, M.D." and Jung Yong Ahn, M.D.?
Department of Neurology' and Neurosurgery,2 College of Medicine, Pochon CHA University, Korea

The gamma knife radiosurgery (GKS) is a safe and effective neu-
rosurgical approach in the treatment of arteriovenous malformation
(AVM). Seizures after GKS are rarely reported, but epilepsia partialis
continua (EPC) has not been reported yet. We report a patient with
EPC accompanied with cerebral edema after GKS in AVM. A 50-
year-old man was admitted for EPC, dysarthria and monoparesis 20
days after GKS due to AVM. Brain MRI showed increased cerebral
edema around AVM in the left premotor area. Symptoms were
relieved by IV dexamethasone and antiepileptic drugs (AEDs). 15
weeks later, EPC recurred and aphasia and right hemiplegia were

rapidly aggravated. The follow up brain MRI showed markedly in-
creased cerebral edema compared with previous MRI. EPC was
well controlled by AEDs, but aphasia and hemiplegia were not res-
ponsive to IV dexamethasone until trying oral prednisolon. We think
that cerebral edema induced by EPC, as a complication of GKR,
might aggravate hemiparesis. {J Korean Epilep Soc 2005:9(2):172-
176)

KEY WORDS : Arteriovenous malformation - Gamma knife ra-
diosurgery - Epilpsia partialis continua.
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- E X 2|1 (Alpha feto prtien ; AFP)-& 19.4 (0~
0.96 ng/mL) 2131 HBV-DNAYX 9kAolde), w1713
GelM #HE TP Gelr] FHNWIFo] JilHE &
Aol #we] HPW 2YeS Aoy #E AF
Aol 2 cm 2719 9 7He] B Figure 1).
HHAQA] & pEsle] ol Al S Alds)
712 stx EpEYe R Hdsgith MY v HEgy

Z~(nidus) 11.5 ccoll HhA= 40 Gy, FHPEA
16 GyE 13] 2Al9ls Als 6Y &
] ey g 2714

HoE $5F 8l
F TR FHET A

= A AT F9tE A 4 A9
o] FAw Mo E 5~6at APt ARtEEE, e
off Bl & Ak 2 MRC grade V) 7} UeRgc)
T4 WA |3 Dol S AT FHOR F
7FEl ¥ EE(Figure 2A)°0] BEEYw, 227 w5} A
A4 22 juubel Birde Ak 2 ek Azt 9o

Figure 1. Initial pre-radiosurgical br-
ain MRl and cerebral angiogram
images. A @ FLAIR image shows
AVM with a signal void structure
surrounded edema in the left pre-
motor area. B . Angiogram shows
afocal AVM in left frontal area.

Figure 2. Posfictal brain MRl images
affer GKS. A : FLAIR image when
EPC, dysarthria and monoparesis
developed 2 months after GKS sh-
ows increased edema in the pre-~
motor area compared with the
initial brain MRI before GKS. B :
FLAIR image when EPC, aphasia
and right hemiplgia developed 15
weeks after GKS shows markedly
increased cerebral edema in left
MCA territory compared with (A).
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Falsl 7rauk(ictal discharge) Yt 7FA%k 5} (interictal
A gt Topi-
ramate (200 mg/day) ¥ dexamethasone (20 mg/day
LV) A& F AH4Y e Ao o2&n]
7} YERY topiramate 50 4] & Euj= AAFQT
I F 2379 ~Ho)2o|E x| #(dexamethasone 20
mg/day LV.) F 7573olie} Hupnl= ¢bds] Albxich
Ty AE FR AT A1 Y Hecke] sk Uz
Aol X582 Hloh;} 71-1;;]_14,0]& Hl—}\]—/}__/;:% /\]aﬂ

165 AU BRA] FxelM it A%HE 5 A9
ATl et A 254 FHo] ARk Ebs

=, 0F 93 Sk QAo T2AE o)A

epileptiform discharge) 43

ars Fuksksitt el JexgE F 7hEol gigt X
8% AHs] w2 Zabd & 3Ytte] u]—H]7]— F%3] 2
sto] AR v kg 2] -5 Arpls MRC

grade O0F. w$- A5t

Ut *a‘oi%ol SRl 5
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2B3). Phenytoin 900 mgs #3l £30 % F4Fo &
300 mg/dayE f-A|A17]WEA, zonisamide (200 mg/day),
clonazepam (0.5 mg/day) % ~HZ0]E (dexametha-
sone 20 mg/day LV.)E @A T3t $ 714 wkzke A}
oL, 5 Hep] W AojFe He] 3ol 1Stk
4 Huadd J5 gEukE kel 43 B 9
Ef Asin} olof] Bo] AAWAEHA] AT AREH F
ofle] gleg B4 2HA%5HF (non—convulsive status
epilepticus) & 7FsAdE viAISH] Y8te], =3 Hx}7]
FHYE AdET A3 v AEE As] 28] 18F -
fluorodeoxyglucose ("FDG) FAAE 35 (po-
sitron emission tomography CT, PET/CT) & A|3)3}
e, HAFEG AN E eE Ryd HE 7|
A gl AGE E3sE 25 disybr o] P st X
9 dAAsE #EE ey L3 dASTrAR S
Rolr] ekglth(Figure 3). 25U7FS] AF AEH|Eo|Ed
T Hep] gl HojFo] A ol AT AHZRo|Z
(prednisolone 60 mg/day) 2 &35 1, 1 FHE 7}
HlE 343 2d%HE FYWMRC grade V)& Kl
e g 9 Beat 3gel] ofsf Zmpujo]s wWiAbd S

=& A Hdor ddsith

o=

He 7189 dadd £8ol 53%, titEol 30%,
s BEo] 10%, D4 & 14%, A3 173894 2
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Figure 3. Brain PET (Positron emis-
sion fomography) image after EPC.
It shows decreased glucose meta-
bolism of left cerebral hemisphere
including left basal ganglia and
thalamus when aphasia and right
hemiplegia developed 16 days
after EPC.
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Wkl
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