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Association of uteroglobin gene G38A polymorphysm with IgA nephropathy
Xiong Yu ,Gan Hua s Zhong Qing

(Department of Nephrology ,First Af filiated Hospital ,Chongqing Medical University ,Chongqging 400016 ,China)
Abstract: Objective To clarify whether the UG gene G38A polymorphism is connected to human IgAN in both incidence and
pathological changes. Methods Totally 102 IgAN patients proved by renal biopsy were recruited, genetic DNA was extracted from
blood,and genotypes were detected by PCR-RFLP. The frequency of different genotypes was analyzed to find the relationship be-
tween them and the clinical pathological changes in IgAN. Results There was significant difference among the three genotypes of
UG gene between IgAN patients and healthy people(P=0. 005). The frequency of three genotypes had no significant relationship

with clinical manifestations and pathological changes in IgAN patients. Conclusion UG gene G38A polymorphism is related to the

incidence of IgAN in Chinese people,but it is not related to the pathological changes.
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