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The application of combined detection of uric acid and high sensitivity C-reactive protein on cardiovascular disease
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[Abstract] Objective To study the relationship of serum high-level expression of the uric acid(UA) ,high sen-
sitivity C-reactive protein (hs-CRP) and cardiovascular disease. Methods 34 patients with coronary heart disease
were as the control group(with normal levels of UA,hs-CRP) and 78 patients with high uric acid as the test group
A, 94 patients with UA and hs-CRP levels increased as a test group B. According to the results of coronary angiogra-
phy,we compared the degree of coronary artery stenosis and vascular lesions of the cumulative count in three groups.
Results The result showed that the degree of coronary artery stenosis in three groups was significantly different( y*
were 6.39,25.69,39. 20, P<C0. 05); and vascular lesions of the cumulative count in three groups was significantly

different (y* were 7.48,8.12,22.3,P<C0. 05). Conclusion There is a close relationship among UA,hs-CRP and car-

diovascular disease,and UA ,hs-CRP serum levels can be used as an assessment indicators of the severity of coronary

heart disease.
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