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Correlation between UCP2 Gene and Natural Longevity in Uygur Population.
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To investigate the relationship between three polymorphisms within the Uncoupling protein —2 ( UCP2) gene

( promoter region — 866 G/A, A55V and 3'untranslated region(3’ — UTR I/D) and natural longevity in the Uygur population. Methods

191 healthy individuals over 90 years old and 53 control individuals who died in their 65 to 70 years were recruited. The polymorphisms
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within UCP2 gene, —866 G/A, A55V and 3'untranslated region I/D were genotyped by PCR - restriction fraction length polymorphism

(PCR - RFLP) and PCR - Sequencing. Linkage disequilibrium and haplotype characteristics among the polymorphisms were analyzed.

Results

- 866 G/A variation was related to the longevity. There was no difference in the genotypes and alleles distribution of the poly-

morphisms of A55V and 3" — UTR 1/D between longevity group and control group. Conclusion There was correlation between the poly-

morphism — 866G/ A of UCP2 gene and longevity.
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