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Positron Emission Tomography : Application in Pediatric Epilepsy
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4. Characteristic metabolic patterns in children with
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Fig. 6B. Epileptic circuitry in West-sy.
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4. Generation of spasms.

5. Surgical excision of primary cortical abnormality abolishes
activation of circuitry
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Fig. 7A. Sturge-Weber syndrome.
Mild glucose hypometabofism
extending beyond the structu-
ral abnormality.
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4-year-old boy Fig. 10. Landau-Kleffner syndrome

(acquired epileptic aphasia).

Fig. 11A. Definition of 60 small homotopic regions in one tra-
nsaxial plane of an FDG PET scan. The user can interactively
select the thickness of the cortical band. The arrow denotes
regions where the asymmetry exceeded a predefined thre-
shold. The regions were marked, allowing the reconstruction of
the abnormality in 3-D surface rendered volumes.
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Fig. 11B. FDG PET vs. Infracranial
EEG in Sturge-Weber syndrome
seizure focus af the border of stru-
ctural lesion.

Fig. 12A. PLT vs. Infracranial EEG
FMZ PET abnormalities are smaller
and more sensifive in detection of
extratemporal seizure onsef than
FDG PLET. Muzik et al. Neurology
2000:54:171 9.
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