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Table 1. Results of ICARS scale of SCA6 pedigree
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Brain imaging showed cerebellar atrophy on axial T,WI, especially in vermis and mild atrophy in brainstem (arrows
The proband (Panel 1a). The fourth brother of the proband (Panel 1b). The sixth brother of the proband (Panel 1c).
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Figure 2 The SCA6 pedigree of three generations of the patient’s family.
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resonance imaging( BOLD-fMRI)
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