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COPD

Role of mitophagy in inflammasome activation during COPD pathogenesis.
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Cigarette smoke accelerates epithelial cell senescence in the lung, which has
been implicated in COPD pathogenesis. Cigarette smoke extract (CSE) induces mitochondrial damage and ROS
production, resulting in inflammasome activation and cellular senescence in human bronchial epithelial
cell (HBEC). Mitophagy, a mechanism for maintaining cellular homeostasis by removing damaged
mitochondria, is induced by CSE exposure. CSE-induced mito?ha y is inhibited by PARK2 kockdown with
concomitantly enhanced mitochondrial ROS production and cellular senescence. Inversely, PARK2
overexpression inhibits CSE-induced ROS production and cellular senescence. PARK2 expression levels are
decreased in COPD lungs compared with non-COPD lungs. Insufficient mitophagy is a part of the pathogenic
sgqueﬂcedof COPD development via increased ROS production, resulting from accumulation of damaged
mitochondria.
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