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Abstract: Chronic obstructive pulmonary disease (COPD) has high incidence rate, disability rate, mortality rate, and

heavy economic burden, and it is a major disease burden that seriously affects the health of Chinese population. Finding

reliable biomarkers for the diagnosis, evaluation, and prediction of mortality risk in COPD is currently a research hots-

pot. The mitochondrial damage-associated molecular patterns are closely related to COPD. Based on mitochondrial dam-

age-associated molecular patterns, it is expected to find relevant biomarkers for COPD, providing further basis for the

evaluation and treatment of COPD. This article reviews the research progress of the biomarker role of mitochondrial

damage-associated molecular patterns for COPD.
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