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A Case of Pediatric Patient with Sturge-Weber Syndrome Treated
surgically Using a Multiple Lobar Corticectomy
- Case Report -
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Seizures are the major neurclogical features of Sturge-Weber Syndrome (SWS) and mostly become
intractable. After the onset of uncontrollable seizures, patients may develop a progressive hemiparesis,
hemianopsia and mentally retarded. Surgery is recommended as early as possible to ensure maximal
recovery. We report a pediatric case of SWS who was treated surgically. Unlike the routinely performed
hemispherectomy procedures, the patient underwent a limited multiple fobar corticectomy beacuse the
patient demonstrated mild hemiparesis and preservation of digital dexterity on the affected hand at the
time of operation pathology. The pathology showed typical features of SWS. With respect to control of
intractable seizures, good surgical result was achieved without resecting the whole hemisphere. (J Korean
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Fig. 1. Axial (A) and coronal (B) postcontrast T1-weighted MR scan shows strongly enhancing pial leptomeningeal angioma and cortical at-
rophy in the right hemisphere. Enlarged choroid plexus is observed in the coronal scan.
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Fig. 2. The leptomeningeal angioma occupies the subarachnoid space (A). Dystrophic calcifications () are scattered in the underlying cor-

tex (B).

Fig. 3. Entire left cerebral hemisphere is covered with angiomatous malformation. A subdural grid was placed over the central sulcus (A).
The introperative subdural EEG record around the central sulcus showed no definite spike wave (B).
% F : frontal lobe, T : temporal lobe, O : occipital lobe, P : parietal lobe, sf : sylvian fissure, cs : central sulcus
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Fig. 4. Postoperative proton-weighted coronal brain MRI showing
disappeared gyral pattern and preserved ventrcles in the right hem-
isphere.
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