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[ABSTRACT] Ain

Type 2 D iabetes M ellitug

diabetes mellitus in a population-based study in W eifang H an population
fran peripheral blood leucocytes of 170 patients w ith type 2 diabetesm ellitus and 54 nom al sub jects

Peroxisam e Proliferator A ctivated Receptor-¥;

G ene Polym orph ism;

To evaluate the possible association between PPAR Y2 gene Prol12A la polymorphisn and type 2

M ethods

Genam ic DNA was extracted

The Prol2A la poly-

morphisn was screened using polym erase chain reaction-restriction fragm ent length polymorphisn ( PCR-RFLP). Re
sults The frequencies of Pro allele and A la allele were Q 9487 and Q 0513 respectively in 224 subjects fran H an people

of W eifang Chinese
041 respectively

(P =0 039). Conclusion
mellitus in H an people of W eifang Chinese
m ellitus
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The A la allele frequency in the control group and type 2 diabetes m ellitus group were @ 093 and Q
The A la allele frequency i type 2 diabetesm ellitus was significantly lower than that in the control group
PPAR Y2 gene Pro2A la polymorphisn is associated w ith the ncidence of type 2 diabetes
The A la allele confers modest protection against the onset of type 2 diabetes
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