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Figure 1 Head MRI findings on the first time in hospital

suspicious inhomogeneous high signals in brainstem (arrow indicates, Panel la). Axial enhanced T\WI showed no obvious abnormal
enhancement (Panel 1b). Figure 2 Optic nerve axial T/WI on the first time in hospital showed no significant abnormality. Figure
3 Spine saggital T.WI on the first time in hospital showed no significant abnormality.
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Figure 4

frontoparietal cortex on the left side of skull (arrow indicates, Panel 4a). Axial enhanced T/WI showed slightly enhancement (arrow
indicates, Panel 4b). Figure 5 Optic nerve axial enhanced T/WI on the second time in hospital showed slightly thickened with
obvious enhancement (arrow indicates). Figure 6 Spine saggital enhanced T.WI on the second time in hospital showed slightly

hyperintensity in lower thoracic spinal cord (arrow indicates).

Axial FLAIR showed asymmetry in bilateral lateral ventricles and

Head MRI findings on the second time in hospital

Axial FLAIR showed a small patchy abnormal signal in left
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