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Relationship between lipoproteina level and coronary heart disease
Yu Hong
(Second Medical Department s Emergency Medical Center of Chongqing .Chongqing 400014 ,China)

Abstract : Objective

To investigate the relationship between plasma lipoprotein(a) level and coronary heart disease. Methods

There were 250 patients underwent coronary angiography in this study,Plasma concentration of lipoprotein(a) was measured. Re-

sults The plasma [LP(a) level was higher in patients with coronary artery stenosis than that of non coronary artery stenosis, there

were significant difference; Coronary heart disease among the groups,with the increase in the number of branch stenosis or different

clinical conditions lipoprotein(a) concentrations were significantly different, the difference was statistically significant. Conclusion

LP(a) concentration and coronary artery stenosis and coronary heart disease is closely related to the severity of
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