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Abstract Objective: To investigate the role of branched-chain amino acids ( BCAAs) metabolism in the pathogenesis

of chronic obstructive pulmonary disease (COPD). Methods: Totally, 42 patients with stable COPD were included in the

COPD group, 40 patients with acute exacerbation of COPD served as the AECOPD group, and 46 healthy subjects were fallen

into the control group. BCAAs levels in peripheral blood were detected by liquid chromatography tandem mass spectrometry

and the levels of cytokines in peripheral blood were detected by enzyme-linked immunosorbent assay (ELISA). The correla-

tion between them was analyzed. Results: Compared with the control group, the serum leucine and valine levels in COPD

group and AECOPD group were lower, and those in the AECOPD group were lower than those in the COPD group. Compared

with the control group, the plasma levels of 1L-8 and CRP in the COPD group and AECOPD group were increased, and those in

the AECOPD group were higher than those in the COPD group (all P < 0.001). Plasma leucine and valine levels were nega-

tively correlated with IL-8 and CRP levels (r= -0.64,

-0.71,

-0.73, -0.73, P< 0.05). Conclusion: BCAAs may be

involved in the development of COPD through inflammatory response, and BCAAs may be potential biomarkers for detecting

AECOPD.
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