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Abstract : Objective
Methods

To study the relevance of Apolipoprotein E gene polymorphism and obesity in Xinjiang Karzak children.
Using polymerase chain reaction restriction fragment length polymorphism(PCR RFLP) .to determine the apolipoprotein
E genetypes and allele frequency in 98 cases of patients with obesity,and 88 cases of normal control. Results (1) there were not
difference among €3/3,e2/3,e4/4,e2/2 and €3/4 genetype from children with simple obesity and normal control. The allele frequen-
cy of ApoE e4 was higher in obese group than that in normal control,6. 12% and 2. 87 % (P<C0. 05). (2) ApoE &4 allele frequency in

female in obese group and normal control such as 7. 44 % and 1. 09 % ,this difference also had statistically significance( P<C0. 05).

Conclusion ApoE ¢4 allele frequency is a risk factor of Karzak children obesity. especially in femal obese Karzak children.
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