CHBIZIEIEIE| K| 2005;9(1):86-89

Vasogenic Edema in a Patient with Partial Status Epilepticus

Hye-Yeon Choi, M.D., Kyoung Heo, M.D., Mi Ae Kim, M.D. and Byung In Lee, M.D.
Departments of Neurology, Yonsei University College of Medicine, Seoul, Korea

‘We report a patient who showed vasogenic edema on MRI in
association with partial status epilepticus. The patient, for a month,
experienced clonic movements of the right arm and leg. As the amp-
litude and frequency of the clonic movements increased, resulting in
epilepsia partialis continua, MRI showed characteristic vasogenic
edema features ; normal or decreased signal on diffusion-weighted
imaging, and increased apparent diffusion coefficient value in the left
parasagittal frontal region with strong leptomeningeal enhancement.
This region was corresponded to the leg motor area, which was cor-
related with the degree of hypemetabolism of ictal FDG-PET findings.

Considering limited progression of the seizure activity and focal slow
waves on EEG, time-locked by clonic jerks, which might result from
synaptic inhibition, this case suggests that vasogenic edema may be
associated with a lower intensity of the seizure activity compared
with cytotoxic edema noted in most of the reported patients. (I
Korean Epilep Soc 2005;9(1):86-89)
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Flgure 1. EEG combined with electromyogram (the right wrist
flexors) showing repetitive slow waves at the vertex region,
time-locked by clonic jerks of his right hand.

Figure 2. Brain MRI demonstrating increased signal on T2-wei-
ghted images (A-1), normal or decreased signal on DwI (A-2),
and increased signal on ADC maps (A-3) in the left parasag-
ittal frontal region. corresponding fo the leg motor area. which
are compatible with vasogenic edema. Note strong lepto-
meningeal enhancement in dura. falx. and pial surface of the
above region with decreased signal on Tl-weighted postcont-
rast images (A-4) . FDG-PET showing increased hypermetabolism
in the left parasagittal frontal region, which is more extensive
than the corresponding MRI lesion, and an additional, less hy-
permetabolic area in the region, corresponding fo the hand
motor area (B). The follow-up MRI 42 days later dermonstrating
the disappearance of the lesion on T2-weighted images (C-1).
DWI (C-2), and ADC maps (C-3) with slight leptormeningeal
enhancement (C-4). The follow-up FDG-PET 59 days later sh-
owing a focus of decreased FDG uptake in the leff uppermost
medial frontal region (D).
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