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Mitochondrial DNA Mutation Associated with NIDDM
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Abstract Using PCR—SSCP, PCR~-RFLP and PCR product direct sequencing techniques, we analysed
the mitochondrial DNAs (mtDNAs) of 90 patients with NIDDM (Non Insulin—Dependent Diabetes
Mellitus) and those of 80 normal controls, The results showed that a G to A mutation which leads
alanine’s missence mutaton to threonine in the mitochondrial ND1(NaDH Dehydrogenase subunit I gene
at nucleotide pair 3 316 occurred in the blood cells of 2 patients. We have not however, indentified with
the A to G mutation at nucleotide pair 3 243 of the mitochondrial tRNA Leu'""™ gene, which has been
reported to associate with NIDDM in about 1.5% of the diabetic population. We infer that the mutation
at position 3316 is perhaps associated with the development of NIDDM, the occurance of the mutation at
position 3243 is actually rare, and NIDDM has an intensive mitochondrial genetic heterogenous back-
ground,
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