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[ Abstract]) To investigate the effects of combined detection of TC, TG, HDL-C and LDL-C, CRP
and HCY on the risk factors in the patient with coronary heart disease(CHD). Methods

Clinical study on plasma lipid, CRP and Hcy levels in patients with coronary heart disease

Objective
166 patients with negative
results in coronary angiography were detected as the normal control group. The relationship of serum TC,TG,HDL-
C,LDL-C,CRP and Hey levels with the occurrence of CHD in 120 cases of positive CHD was summarized and ana-
lyzed. We compared the relationship of serum TC., TG, HDL-C.LDL-C,CRP and Hcy levels with the different age
The serum TC.,TG,LDL-C,CRP and Hcy levels in CHD

group were obviously higher than those in the normal control group with statistical significance(P<C0. 01). But HDL-

groups of positive CHD and normal control group. Results

C had no significant difference compared with the normal control group(P>>0. 05). The multiple regression analysis
showed TC,TG,LDL-C,CRP, Hcy and age were independently associated with CHD. Conclusion Early intervention
with high TC,TG,LDL-C,CRP and Hcy is beneficial to prevent the occurrence of CHD and acute coronary events.
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