


especially because patients with SCA27B may benefit from treat-
ment with 4-aminopyridine.3
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FIG. 1. (A) Frequency of spinocerebellar ataxia 27B (SCA27B) in a consecutive cohort of 51 genetically undetermined ADCA families. (B) Frequency of

SCA27B relative to other SCAs in a consecutive German cohort of 320 index patients. The frequency of SCA27B (16%) was in a similar range as the

frequency of the common polyglutamine SCAs SCA1, SCA2, SCA3, and SCA6. [Color figure can be viewed at wileyonlinelibrary.com]
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