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Abstract Objective: To evaluate the status of oxidative stress in patients with coronary artery heart disease
(CAD)and chronic obstructive pulmonary disease (COPD) , detect serum superoxide dismutase(SOD) activity and
malondialdehyde(MDA) concentrations, and explore the clinical values of these two indicators. Method: Serum
samples were collected from 49 healthy subjects,66 patients diagnosed with COPD and 65 patients diagnosed with
CAD,and their SOD activity was measured. Serum samples were collected from 41 healthy subjects,50 patients di-
agnosed with COPD,and 86 patients diagnosed with CAD,and their MDA concentrations were measured. Statisti-
cal analysis was performed using SPSS. Result: Compared with healthy controls,serum SOD activity was signifi-
cantly lower in patients with CAD and COPD, the difference was statistically significant(P<C0. 05) ; compared with
the control group,serum MDA concentration in patients with CAD decreased slightly, the difference was not statis-
tically significant(P =0. 228 7). Serum MDA concentration in patients with COPD was significantly increased and
the difference was statistically significant(P<C0. 05). Conclusion: There is an abnormality of oxidative stress in ser-
um of the patients with chronic cardiopulmonary disease. There is a dominant oxidative stress disorder in serum of
the patients with COPD disease. We recommend SOD activity as a prediction index of CAD, while SOD and MDA
concentrations both as prediction indexes of COPD. SOD could be used as a valuable prediction marker for COPD
based on the ROC curve.
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