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Figure 1 Axial  FLAIR showed
symmetrical high - intensity signals on
bilateral parietal lobes, occipital lobes,
temporal lobes, the splenium of the corpus
callosum and pyramidal tract (arrows
indicate). Cerebral peduncle layer (Panel
la).  Basal (Panel  1b).
Figure 2 Gene sequencing showed the
deletion of an 18 bp fragment (black

rectangle indicates).
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