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Abstract

Through the analysis of the report of a family with spinocerebellar ataxia type 2, this paper sum-
marized its characteristics, clinical manifestations, heredity and treatment plan, and reviewed the
relevant literature.
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Figure 1. Gene sequencing results of 1114 in the family diagram
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Figure 2. Gene sequencing results of IV2 in the family diagram
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Figure 3. Brain MRI results of patients
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Figure 4. Gene testing results of the patient (proband) (fluorescence PCR-capillary electrophoresis)
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Figure 5. Genetic family diagram of a patient with spinocerebellar ataxia type 2, with IV8 as the patient
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BORHFNE RJe i, fBE . mOR) SEPaEr, 255 E KW RIAELEA D KRG [7] [8]. MigifE Bk,
SCA2 J& HE N T Jetifk 12q24.1 [9]H) ATXN2 £ 4ii5[X CAG DNA HEE 5[ &N, FILE ataxin-2
HEEHPRIEAEFNZ BB 38, 0SB0 5 5 240 B A0 A 4 i b 0 LN H R i
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BRI, e IE RPN LS. B, B3R %, MARZERMREE, JFRIL SCA2 3
RIZRAZ I N3 1] SEUEE K RAFAEPIRIANF IR R £ I TV2 B T ERINME RGO, B NE L
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