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Fig. 1 Regulation of ROS by mitophagy under hypoxia
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The Role of Mitophagy in Hypoxic Adaptation”

HE Yun-Ling, WU Li-Ying”, ZHU Ling-Ling", FAN Ming
(Department of Cognitive Science, Institute of Basic Medical Sciences, Beijing 100850, China)

Abstract Hypoxia is a representative stress environment, under which cell energy and oxidative metabolism
change a lot. Among the product of metabolism, reactive oxygen species (ROS) which generate from mitochondria
under hypoxia seriously threaten cell survive. Mitophagy was recently found as an adaptive metabolic response to
hypoxia. Cell induces mitophagy by the pathway mediated by BNIP3/BNIP3L and Beclin-1 that are activated by
up-regulation of HIF-1 under hypoxia, then reduces the production of ROS, and ultimately promotes cell survival.
This process leads to the adaptation of organism to hypoxia. In this paper, we will overview the role and the
mechanism of mitophagy in adaptation to hypoxia.
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