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Figure 1 The imaging finding of head Axial FLAIR showed atrophy of medulla oblongata (arrow indicates, Panel la). Sagittal
fat suppression T,WI showed medulla oblongata and cervical medullary atrophy (arrow indicates, Panel 1b). MRS showed elevated
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Figure 2  Genetic testing  There was heterozygous
mutation of exon 8 of GFAP gene at the site of ¢.1193C>T
(arrows indicate) in proband (Panel 2a), older brother of
the proband (Panel 2b) and son of the proband (Panel 2c¢).
There was no heterozygous mutation of exon 8 of GFAP
gene at the site of ¢.1193C > T (arrows indicate) in the
second brother of the proband (Panel 2d) and daughter of
the proband (Panel 2e).
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Figure 3 Pedigree chart

of type Il Alexander’s disease.
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