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Figure 1 Head MRI on admission. T,WI showed long T, signal lesions in bilateral frontal lobes, periventricular areas and basal
ganglia areas (arrows indicate, Panel la). T.WI showed long T, signal lesions in bilateral frontal lobes, periventricular areas and basal
ganglia areas (arrow indicates, Panel 1b). T;WI showed long T, signal lesion in right brain stem (arrow indicates, Panel lc). Diffusion
weighted imaging (DWI) showed high-intensity signal of right basal ganglia lesion (arrow indicates, Panel 1d)
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Figure 2 Head MRI 2 months after admission. T,WI showed enlargement of lesions in bilateral frontal lobes (arrows indicate, Panel
2a). T,WI showed shrinkage of lesion in right brain stem (arrow indicates, Panel 2b). T, contrast image showed multiple enhanced
lesions in frontal lobes (arrow indicates, Panel 2¢). Magnetic resonance spectroscopy (MRS) showed increase of choline and decrease of
N-acetylaspartic acid (NAA), with abnormal high lipid peak and lactic acid peak (Panel 2d)
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Figure 4

and bilateral white matter lesions (arrows indicate, Panel 4a).

enhancement of the right ones (arrow indicates, Panel 4b)

Figure 3 Three months after admission, EEG showed sharp waves and
slow waves of moderate to high amplitude mainly in right frontal lobe
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Head MRI 3 months after admission. T,WI showed
shrinkage of left frontal lobe lesions, enlargement of the opposite ones
T.WI
showed less enhancement of the left frontal lobe lesions and increased
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Figure 5 Head MRI 4 months after admission. T\WI showed shrinkage of lesions in bilateral white matter and right frontal lobe. Brain
edema was also relieved (arrow indicates, Panel 5a). T.WI showed shrinkage of lesions in bilateral white matter and right frontal lobe.
Brain edema was also relieved (arrows indicate, Panel 5b). Fluid attenuated inversion recovery (FLAIR) image showed shrinkage of
lesions in bilateral white matter and right frontal lobe. Brain edema was also relieved (arrow indicates, Panel 5c)
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Figure 6 What is shown under optical microscopy. Focally distributed tumor cells HE staining X 20 (Panel 6a). Diffusely distributed
HE staining x 40 (Panel 6b). CD20 positive tumor cells distributed
x 40 (Panel 6¢). CD8 negative tumor cells

WY

tumor cells with loss of normal cortical structure and neurons
diffusely ~ Immunohistochemical staining (EnVision)
(EnVision) x20 (Panel 6d)

Immunohistochemical staining
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