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Frequency of different subtypes of spinocerebellar ataxia

in the Han nationality of Hunan province in China
SONG Xing-wang TANG Bei-sha® JIANG Hong SHENG Lu YANG Qian

LIAO Shu-sheng LI Qing-hua TANG Jian-guang
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Abstract Objective To determine the frequency of different subtypes of spinocerebellar atax-
ias  SCAs in the Han nationality of Hunan province in China. Methods The mutations of SCAI
SCA2 SCA3 SCA6 SCA7 SCAI7 and dentatorulral -pallidoluysian DRPLA  were detected with
the polymerase chain reaction PCR  denaturing polyacrylamide gel and DNA sequencing techniques
in 139 autosomal dominant SCA families and 61 sporadic SCA patients. Results Of the 139 fami-
lies 11 7.9%  were positive for SCAI 9 6.5%  were positive for SCA2 71 51.1% were
positive for SCA3 4 2.9%  were positive for SCA6 2 1.4%  were positive for SCA7 and none
was positive for SCA17 and DRPLA. There was 1 SCA2 patient 3 SCA3 patients 1 SCA6 patient
in the 61 sporadic SCA patients. Conclusion The frequency of SCA3 is substantially higher than
that of SCA1 and SCA2 in the autosomal dominant SCA patients in the Han nationality of Hunan
province. SCA6 and SCA7 are rare subtypes.
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Fig. 1 Frequency distribution of SCA subtype in 139 autosomal dominant

SCA families of Hunan province
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Fig. 2 Electropherograms for PCR fragments of CAG trinucleotide repeats in the SCAI 2 3 6 7 gene
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