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Figure 1. Initial and follow-up MR images. (A-C) Axial fluid attenuated inversion recovery (FLAIR) im-
ages at the time of diagnosis. Symmetric hyperintense lesions are observed in the tegmentum of medulla
(A), periaqueductal gray matter of midbrain (B), and medial thalami (C). (D-F) Follow up MR images 2
months after treatment show complete resolution of previous hyperintense lesions.
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