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Correlation between serum hs-CRP level and metabolism-related risk factors in patients with coronary heart disease”
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Abstract: Objective To study the level of serum high-sensitivity C-reactive protein(hs-CRP) and its correlation with metabo-
lism-related risk factors in patients with coronary heart disease(CHD). Methods The serum concentration of hs-CRP in 163 CHD
patients and 50 non-coronary heart disease(NCHD) was measured by the immune-fluorescence dry-quantitative method,and their
serum levels of metabolism-related risk parameters,including total cholesterol(TC) , triacylglycerol (TG) , high density lipoprotein
cholesterol(HDL-C) ,low-density lipoprotein cholesterol(LDL-C) , glucose(GLU) , homocysteine(Hcy) and uric acid(UA) were de-
termined with HITACHI 7600 automatic biochemical analyzer, respectively. Results Serum hs-CRP in AMI group and UAP group
was significantly higher than in SAP group and control group(P<C0. 01).its concentration in AMI patients with the highest 15. 76
mg/L. The levels of TC, TG, LDL-C in AMI, UAP, SAP groups were significantly higher than that of the control group, while
HDL-C was significantly lower than that of the control group(P<Z0.01). Hcy in AMI group and UAP group was higher than that
in SAP group(P<C0.01),Hcy in SAP group was higher than that of control group(P<C0. 01). There were positively correlated be-
tween hs-CRP concentration and TC,TG,LDL-C,Hcy,GLU in CHD patients. Conclusion Serum hs-CRP was a valuable biomark-
er for predicting ACS in CHD patients. All pathological stage of CHD patients had metabolic disorders of blood lipids, Hey and so
on. The interaction between hs-CRP and metabolism-related risk factors contributed to the progression of atherosclerosis and the
development in CHD patients.
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