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A Spinocerebellar Ataxia Type 6 Patient Caused by De Novo Expansion of Normal
Range CAG Repeats
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herein report de-novo expansion of CAG repeats in SCA6 gene in a 41-year-old female
patient, whose parents had normal repeat numbers.
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Figure. Pedigree of the family and brain magnetic resonance im-
aging (MRI) of the index patient. (A) The family includes only one
affected person. Closed symbol indicates an affected subject. Ar-
row indicates the index patient. (B) Brain MRI of the patient shows
moderate atrophy of the cerebellar cortex and vermis.
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