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Relationship of combined detection of hs-CRP and PCT and degree of coronary atherosclerosis
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Abstract: Objective
C-reactive protein (hs-CRP) and procalcitonin (PCT). Methods

To discuss the relationship between the degree of coronary atherosclerosis and the levels of hypersensitive
118 individuals with coronary artery angiography were selected,
including coronary heart disease group(n=289) and normal control group (n=29). Coronary heart disease (CHD) patients were di-
vided into three groups according to the Gensini score system:< 30 Group,30—60 Group and >>60 Group. To compare the differ-
ences between groups and its correlation with Gensini score, we detected the contents of hs-CRP and PCT. Results PCT and hs-
CRP levels in CHD patients are significantly higher than that of control group (P<C0. 05). At the same time, PCT and hs-CRP lev-
els increase gradually with the increase of Gensini score,the correlation index are 0. 88 and 0. 90 (P<C0. 05). Conclusion PCT and

hs-CRP levels are positively associated with the degree of atherosclerotic lesions. Combined detection of PCT and hs-CRP can early

diagnose CHD caused by coronary artery atherosclerosis.
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