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Pathogenesis and protective strategies of chronic obstructive pulmonary
disease based on mitochondrial dynamics
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[Abstract] Chronic obstructive pulmonary disease (COPD) is a chronic airway disease which seriously endangers health. The
pathogenesis of COPD is complicated , which brings challenges for its clinical diagnosis and treatment. A growing number of studies sug-
gest that mitochondrial dynamics play an important role in COPD, and this article aims to introduce the abnormal mitochondrial dynam-
ics in patients with COPD, the effects of cigarette smoke on mitochondrial dynamics, the role of Mfn2/Opal/Drpl in COPD, and poten-
tial therapeutic strategy based on mitochondrial dynamics, in order to bring new ideas for the prevention and treatment of COPD.
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