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Figure. Brain MRI scan after 1 month of the diagnosis of SBMA shows (A) infiltrating T2 hyperintensity with brain edema, and (B) irregular
enhancement. Microscopic exam (hematoxylin and eosin stain, x200) of the biopsy from the left frontal lobe shows that (C) palisading necrosis is

surrounded by atypical tumor cells, and (D) vascular proliferation is noted. MRI; magnetic resonance imaging, SBMA; spinobulbar muscular

atrophy.
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