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[Abstract] Objective To analyze the serum adiponectin and leptin levels in patients with chronic obstruc-
tive pulmonary disease (COPD) and their influencing factors. Methods The serum adiponectin and leptin levels in
90 COPD patients (COPD group) and 22 healthy individuals (the control group) were measured by radio-immunity
method and enzyme-linked immunosorbent assay. Results Serum adiponectin and leptin levels showed significantly
significant difference between the COPD group than the control group (P<0.05). The FEV/FVC, FVC%, FEV,%, and
serum adiponectin and leptin levels showed statistically significant difference between the COPD group with malnutri-
tion, the COPD group with normal nutrition, and the control group. Conclusion The decrease of the serum adiponectin
and leptin levels in COPD patients is associated with the disease progress, nutritional status and inflammatory response.
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