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Simple Partial Status Epilepticus Localized by SPECT
Subtraction in Chronic Cerebral Paragonimiasis
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Hee Young Shin, M.D.," Woo Suk Tae, M.S.," Ki Young Chung, M.D.,’
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A patient with chronic cerebral paragonimiasis began to have new
motor seizures of the right face clonic contractions that occurred
several hundred times a day resulting in the simple partial status
epilepticus. The ictal EEG discharge started from the left frontal
region and then spread to the left hemisphere. The ictal discharges
were limited cleagly to the left hemisphere. The brain MRI showed
the multiple conglomerated round nodules with encephalomalacia in
the left temporo-occipital lobes. Applying the ictal-interictal subtrac-

ted SPECT, we were able to localize the focal ictal hyperperfusion
on the left precentral cortex adjacent to the lesions that correspond
to the anatomical distribution of the left face motor area. (J Korean
Epilep Soc 2004:8(1):61-64)

KEY WORDS : Paragonimiasis - Partial epilepsy - Status epilepti-
cus - SPECT - Subtraction technique - Ictal hyper-
perfusion.
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Fig. 1. Axial (A) and coronal (B) T2-
p weighted MRI images on March
2003 show multiple conglomerated
round nodules of partly hypointen-
sity and partly hyperintensity within
ring-enhancement, showing “egg-
shell” appearance, and adjacent
cerebromalaciain the left temporo-
occipital lobes. Thin ring enhance-
ment is probably due to inactive
granuiation fissue around the cal-
cific nodules.
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Fig. 2. Ictal EEG recordings from scalp electrodes. Ictal EEG dis-
charges arose from the left frontal area (FP1, F3, F7) as rhyth-
mic alpha to beta activity at 14 seconds before clinical seizure
onset (right face clonic seizures), and then spread to the ipsila-
teral hemisphere, EEG and clinical seizures ceased abruptly 37
seconds affer ictal EEG onset.
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Ictal-interictal subtracted SPECT
showed significant focal hyperperfusion in left middle frontal
and precentral gyri that are concordant to the anatomicail dis-
tribution of motor cortex for the right face. B : The hyperperfused
region (red color) is showed in the precentral gyrus with the muti-
object voxel gradient shaded rendering.

Fig. 3. SPECT subfraction. A :
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