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Abstract: Autophagy is a process of self—degradation of intracellular substances, also known as type I programmed death. When affected by external
stimuli such as hypoxia, starvation, absence of growth factors, damage of organelles, protein misfolding or aggregation, and DNA damage, autophagy
plays an important regulatory role in maintaining cellular homeostasis. In recent years, with the research of the pathogenesis of hypoxic—induced brain
injury, the role of autophagy in hypoxic—induced brain injury has gradually become the focus of attention. This article reviews the mechanism of
autophagy, the effect of hypoxia on brain diseases, and the relationship between autophagy and brain diseases, in order to provide a theoretical basis
for the prevention and treatment of brain diseases caused by hypoxia.
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