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Research progress on the effects of hypoxia on mitochondrial function in different tissues
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Abstract:  Mitochondria are the main sites of aerobic respiration. Under hypoxic conditions, mitochondrial morphology and energy
metabolism undergo a series of changes to adapt to the limited oxygen environment. Based on the current research status at home and
abroad, this paper analyzes the abnormal mitochondrial energy production, mitochondrial membrane potential and membrane permea-
bility changes, calcium ion overload,reactive oxygen species generation overmuch, which of myocardial cells, brain cells, pulmonary ar-
tery smooth muscle cells and skeletal muscle cells under hypoxic environment, causing oxidative stress, autophagy phagocytosis and
apoptosis, resulting in mitochondrial dysfunction that cause the body tissue damage, and points out the importance of mitochondria in

the process of adapting to hypoxia. Finally, the limitations and future research directions of the current research on the effect of hypox-

ia on mitochondria are summarized.
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