Autophagy Promotes Tolerance to Hypoxia through Maintenance of Metabolic Homeostasis
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and antioxidant response through direct transcriptional regulation of TREATMENT
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We hypothesize that autophagy promotes survival during hypoxia
through regulation of metabolic and endoplasmic reticulum (ER) CELL SURVIVAL
homeostasis.

1 ULK1 is a PERK target gene.

72 ULK1 causes accumulation of mitochondria and apoptosis.
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inducible inhibition of ULK1 for in vivo experiments. Conclusions

ULK1 knockdown causes progressive cell damage and sensitization to hypoxia.
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