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[Abstract] Idiopathic pulmonary fibrosis (IPF) is a chronic disease of the respiratory tract that seriously affects lung
ventilation function and gas exchange function. Mitochondria is the center of energy supply and signal induction in cells, which
determine the survival and/or death of cells. The cell mitochondrial quality control mechanisms mainly include mitophagy,
biosynthesis and dynamics (fusion/fission) and other regulatory processes. These cellular processes maintain the stability of quality
and function of mitochondria by degrading aged and damaged mitochondria, replenishing new mitochondria, and promoting the
exchange of mitochondrial contents. Recent studies have shown that mitochondrial quality control plays an important role in IPF. In
IPF, the dysregulation of mitochondrial quality control leads to mitochondrial dysfunction, increased production of reactive oxygen
species, inducing apoptosis, enhanced mitochondrial fusion, and decreased mitochondrial autophagy and biosynthesis. This review
describes the research progress on abnormal mitochondrial quality control in IPF.
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Fig.1 Current potential targets for mitochondrial quality control in IPF intervention
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