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Abstract
population. Methods The gene sequence of seven common genes of SCA including SCA1,SCA2,SCA3,SCA6,SCA7,SCA12

and SCA17 of patients were analyzed by polymerase chain reaction and DNA direct sequencing. Then the gene sequences of pa-

Objective To detect and analyze the subtypes of spinocerebellar ataxia (SCA) pedigree in Henan Han

tients were compared with the other healthy individuals in this family and 50 healthy individuals. Results The anomal repeat
amplification protcol of trinucleotide sequence CAG in one allele of SCA3 gene in four patients and two healthy individuals in

this family were found;and the times of abnormal repeat was 71 —81. The other 6 subtypes of SCA genes in this family mem-

bers were no abnormal. Conclusion

The prevalence of SCA pedigree may be showed with SCA3 subtypes which known in

Chinese population. Two healthy members of this family may be presymptomatic patients.
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Fig.1 Pedigree chart with SCA ( 7refer to the proband)
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Fig.3 Sequence scheme of product amplified by PCR with trinucleotide repeats of CAG of abnormal allele in SCA3 gene

from proband ( Il 13)
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Fig.4 Sequence scheme of product amplified by PCR with trinucleotide repeats of CAG of normal allele in SCA3 gene from

healthy individual
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