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Figure 1 Cranial MRI findings of a case of central neurocytoma. Axial CT showed a lobulated solid lesion presenting isodensity in
Monro foramen of the left lateral ventricle with slightly high density around the lesion (arrow indicates, Panel la). Axial T,WI revealed
slightly heterogeneous isointensity lesion in interventricular foramen with multiple small cystic areas showing high intensity within the
tumor (arrow indicates, Panel 1b). Noncontrast coronal T/WT showed a lobulated isointensity lesion in the left Monro foramen with clear
and smooth border (arrow indicates). The multiple patch hypointensity areas suggested the cystic parts of the lesion. The left ventricle
was obviously enlarged (Panel 1c¢). Contrast enhanced enhanced coronal TiWI showed moderate heterogeneous enhancement in the solid
part of lesion (arrow indicates) and no enhancement in the cystic area (Panel 1d)
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