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Objective  To explore the relationship of the serum homocysteine( Hey) , high sensitive C-reactive
protein(hs-CRP) in patients with coronary heart disease and hypertension. Methods Fluoresce-ce polarization immu-
noassay was applied to detect the Hey level,and particle reinforced transmission immunoturbidimetry assay was ap-
plied to detect the concentration of hs-CRP . Results The serum Hcy and hs-CRP levels in patients with coronary
heart disease and hypertension were significantly higher than that in the control group (P<C0.01). The content of
hs-CRP in patients with coronary heart disease complicated with hypertension was signifycantly higher than that in
the only coronary heart disease group (P<C0.01). While the serum Hcy was not significantly different. Conclusion

The concentrations monitoring of Hcy and hs-CRP have close relationship with the coronary heart disease and hyper-

tension,and the tests are important for the diagnosis of coronary heart disease.
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