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The relationship between cyclooxygenase-2 gene polymorphism and type 2 diabetes
Lu Tianyang
(Department of Laboratory Medicine , Bengbu Medical College s Bengbu, Anhui 233030,China)

Abstract; Objective

1195G/A and type 2 diabetes. Methods

fully automatic clinical chemistry analyzer were used to detect COX-2 gene polymorphism and common clinical indicators of 120 ca-

To investigate the relationship between the polymorphism of cyclooxygenase-2(COX-2) gene —765G/C,
Polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) and

ses of T2DM patients and 92 healthy controls. Genotype and allele frequencies and clinical data were comparative analyed between
the two groups. Results The blood glucose, postprandial 2 h plasma glucose, TG of the T2DM group were higher than the control
group, the difference was statistically significant(P<0. 05) ; HDL-C, ApoA | were lower than the control, the difference was statis-

tically significant(P<C0. 05) ; —1195G/A locus genotype frequency between the two groups was statistically significant(P<Z0. 05).

Conclusion COX-2 gene —1195G/A polymorphism may be related to the incidence of T2DM in Northern Anhui.
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