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Progress of Autophagy Related Factors in Ischemia and Reperfusion Injury
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Abstract : Autophagy clears the damage and the aging cells as a defense mechanism of the body under stress, such as ische-
mia and hypoxia, maintaining cell homeostasis and normal cell growth. The outbreak of ROS from mitochondrial and the
change of mitochondrial permeability can induce specific cellular autophagy in ischemia and reperfusion (IR) injury, auto-
phagy also plays an important role in the maintenance of mitochondrial function. Progress of autophagy related factors in is-
chemia and reperfusion is described, especially the function and influence between autophagy and mitochondrial, revealing
the function of regulating autophagy may become a potential target for the prevention and treatment in ischemia and reperfu-
sion injury.
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