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Fig. 1. Case 1.

a. Noncontrast CT shows atrophy of right cerebral hemisphere and cortical calcification in parietoocipital lobe.
b. T2-weighted MR image also shows right cerebral atrophy and abnormal thickening of right parietal cortex.
c. Gd-DTPA-enhanced T1-weighted MR imaging shows right parietooccipital leptomeningeal enhancement.

a b ‘ ¢

Fig. 2. Case 2.

a. T2-weighted MR imaging shows mild dilatation of left subarachnoid space, indicating cerebral atrophy.

b,c. Gd-DTPA-enhanced T1-weighted axial(b) and coronal(c) images show extensive leptomeningeal enhancement in left cer-
ebral hemisphere as well as prominent enhancement of ipsilateral choroid plexus. Note dilated medullary vein(arrows).
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MR Findings of Sturge-Weber Syndrome Without Facial Nevus:
Two Cases Report

See Sung Choi, M.D., Seon Kwan Juhng, M.D., Byung Suk Noh, M.D.
Chang Guhn Kim, M.D., Jong Jin Won, M.D.

Department of Radiology, Wonkwang University College of Medicne

Purpose: We reported the CT and MR findings of 2 cases with Sturge-Weber syndrome which were not ac-
companied by facial nevi.

Materials and Methods: They were examined with both CT and MR in one case and with MR only in the
other case.

Results: CT was better than MR in the demonstration of the characteristic cortical calcification. MR was su-
perior to CT in the depiction of the abnormalities of the surrounding parenchyma and the intense enhancement
of pial angiomatosis with Gd-DTPA enhancement.

Conclusion: Gd-DTPA enhanced MR imaging could be useful in the demonstration of the presence and ex-
tent of pial angiomatosis in patients with suspected Sturge-Weber syndrome.
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