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Clinical research on immune function in patients with coronary heart disease
Chen Yu ,Ren Tiantian
(Clinical Laboratory ,Yanan People’s Hospital ,Yanan , Shaanxi 716000 ,China)

Abstract : Objective

disease (CAD) in patients with CAD. Methods

To study the relationship between cellular immunity and humoral immune dysfunction and coronary heart
71 CAD patients were selected,including 19 patients with acute myocardial infarc-
tion in AMI group,24 cases of unstable angina in UAP group,28 patients with stable angina pectoris in the SAP group,and a con-
trol group of 21 patients. The functional status of cellular immunity and humoral immunity were compared. Results Compared with
the control group and SAP group,CD3 and CD8 level in cellular immunity were decreased in AMI group and UAP group,and the
difference was statistically significant (P<C0. 05). CD4 level also decreased,but the difference was not significant (P>>0. 05). CD4/
CD8 in AMI group compared with the other three groups was significantly different (P<C0. 05),and CDS8 level was obviously re-
duced in AMI group. In humoral immune, compared with AMI group and UAP group,IgG,C3 and C4 level increased in the control
group and SAP group,and the difference was significant (P<C0. 05). IgA level in AMI group was significantly higher than that in
the other three groups (P<C0. 05). Conclusion The patients with coronary heart disease exist cellular immune disfunction,CD4 and

CD8 cell function imbalance,and humoral immune hyperfunctioning. Research on the immune status of patients with coronary heart

disease has important clinical significance on prevention and treatment of coronary heart disease.
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