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Figure 1 Cranial MRI findings Axial T\WI signal was basically

normal (Panel la-lc). Axial T.WI showed sightly high - intensity
signals in bilateral cerebral hemisphere and white matter around the

intensity signals in bilateral cerebral hemisphere and white matter
round the lateral ventricle (Panel 1g—1i). Figure 2 Axial lumbar
MRI showed spina bifida occulta in Ls and S, (arrow indicates).
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Figure 3 Gene sequencing findings There was a
missense heterozygous ¢.286G > A (p.Gly96Arg)
mutation in the forth exon region of TUBB4A gene
(circle indicates, Panel 3a). The patient’s father did
not carry the mutation (Panel 3b). The patient’s
mother did not carry the mutation (Panel 3c¢).
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