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Clinical studies on cellular immunity and humoral immune function in elderly patients with coronary heart disease
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[Abstract] Objective To investigate the correlation between cellular and humoral immune function and coro-
nary heart disease (CHD) in elderly patients. Methods During Jan. 2010 and Jan. 2013, a total of 127 elderly patients
with CHD were divided into acute myocardial infarction (AMI) group, unstable angina pectoris (UAP) group and
stable angina pectoris (SAP) group. Another 83 cases of healthy elderly subjects were enrolled as control group. Indi-
cators of immune function were compared between each group. Results Percentages of CD37 ,CD4" and CD8" lym-

phocyte subsets declined, and levels of CD4" /CD8" ratio, IgG, IgE.,C3 and C4 increased in AMI group and UAP

%- L]

group,compared with other groups (P<Z0. 05). Conclusion Imbalance of immune function could be correlated with

occurrence and development of CHD in elderly patients.
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