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A Case of Hemiconvulsion-Hemiplegia-Epilepsy Syndrome
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—Abstract—

Hemiconvulsion-Hemiplegia-Epilepsy syndrome is characterized by a prolonged unilateral
convulsion in the form of status producing a persisting hemiplegia during a febrile illness,
followed by epilepsy. It occurs in a child, between 5 months and 4 years old, with a peak
incidence during the first 2 years of life. Although the etiologies of this syndrome are
diverse, preexisting asymptomatic lesion of perinatal or prenatal origin is found in a number
of cases. I experienced a case of HHE syndrome in a 11 month old girl with abnormal
perinatal history and developmental delay, who showed predominant right sided focal motor

seizures followed by right hemiparesis.

Key Words : Hemiconvulsion-Hemiplegia-Epilepsy syndrome

MoB S AR whAL wpE7)E Sk g 1d o

Aol A|7ro] At & ZA -0 WA=

Gastaut V0] 196090 A& B Hemi- SA< 7143 gtk 9002 Be 790
convulsion-Hemiplegia-Epilepsy =%&#(0]3F A S s F Sle 534 SHE

HHE S%o)2 =27 248t 3 S5 = leu 34 g A% aeja

L
o B MR, B4 BUT BR FL D04 2 T AT Lol A 94 9

AJAAL : E, g A B s 317-1, Fatista ojste} opatetud
Tel: (053) 620-3533, Fax: (053) 629-2252, Email: hkmoon@med.yu.ac.kr

S 689



)
AR

phenytoin(20mg/kg)

=i)
=

lorazepam(0.1mg/kg)

W ARZ 18)3 L-2-hydroxyglutaric aciduria
o 9% Zelx BRuEHYTY T F4)

=K

| 2o 2ol o]FH At

3

_?4

A8E

5
T

3k

A A A AL 3817T,

4l

b 70/40 mmHg 3L, AF2 85

&Ho
=

1203,

=

i

=1}
&l

(B3~10ME5), A1 74 em(25~50

o

KN
=

o Ay

ao]o.

1
L

3

By

¢

|

Ko

Ton

ol 1 11784, oo}

o

)

X

B

=0

o

2250 g, 13+ 9 5% Apgar H 64/74, A%

o

E

= we

A

=]
=

M 180% WA

=3

L
R

Ao] Hglont 247

A

on Fd Foll=

—
o

LA He}

= H

o

)
—_
o]

op
i
B!

o))

]

!
2

ol

A= AAollom ¥ rotazyme
Aoldtt. €% Na/K 138 mEq/L /

KN
=

e

ele)

S 690



— Hemiconvulsion-Hemiplegia-Epilepsy 3 1 ¢ —

Fig. 1A, B. Diffusion-weighted magnetic resonance imaging of the patient. In the acute phase, high signal
abnormalities were found on the uncus and hippocampus of the left hemisphere(A). Two weeks
later, the uncal lesion was disappeared and a decrease of abnormal signal intensity on the

hippocampus was also noted(B).
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Fig. 2. Magnetic resonance angiography
acute phase showing a decrease of blood
vessels in the left middle cerebral artery.
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Fig. 3A. B. T2-weighted magnetic resonance images in the acute phase(A) and 2 weeks later(B). The
image performed 2 weeks later after symptom onset showed a brain atrophy throughout the left
hemisphere.
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Fig. 4. Brain SPECT(Tc-99m ECD) showed mild reduction of the tracer uptake in the left frontal, temporal,
occipital and parietal lobes and left thalamus. Moderate to severe reduction of the tracer uptake in
the left medial temporal lobe.
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