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In this study, we aimed to identify novel %enes responsible for
spinocerebellar degeneration (SCD), through the exome analysis of familial or sporadic cases with
SCD, who did not have known SCD-related mutations,

As results of exome analysis for an autosomal dominant SCD family, we identified a missense mutation
of CACNA1G, encodin? voltage gated calcium channel. However, during our study, the mutation was
reported as the novel cause of SCD by other groups. We are preparing a paper focused on the
pathology of the patients.

As the results of exome analysis for recessive or sporadic SCD cases, we identified four patients

Eggm three families of SCD with ERCC4 mutation. We reported ERCC4 mutations as the rare cause of
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