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Molecular scanning for MODYS5 mutation in Beijing population of familial early-on-

set type 2 diabetes
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Abstract; Objective To explore the disease-associated gene (MODYS) mutations in familial early-onset
type 2 diabetes. Methods One hundred pedigrees of early-onset type 2 diabetes were collected in Beijing, of
which the probands were diagnosed as type 2 diabetes under 40 years old and, at least, another first relatives
was diagnosed as type 2 diabetes under 45 years old. Another 100 non-diabetic subjects were enrolled as con-
trols. By PCR, all the exons and exon/intron splice sites of MODY5 gene were amplified and PCR products
were sequenced to identify the DNA variants. Results By screening MODY5 gene, 2 DNA variants were iden-
tified in noncoding region including TVS8 +42G > A, IVS9 —22C > T, 1 mutation in coding region including
A513T. No targel gene mutations were found in 100 controls. Conclusion No enough evidence demonstrates
that the variation in or near MODY5 genes is the major cause of early-onset type 2 diabetes in Beijing popula-

tion. A novel mutation of MODYS gene was found to possibly relate to diabetes, which mechanism needs to he

proved by further study of protein function.
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