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Abstract: Mitochondria are the main sites of energy metabolism in cells. Mitochondrial autophagy pre-
vents the production of excessive ROS by selectively clearing damaged and dysfunctional mitochondria, thus
preventing cell death,which is the key to maintaining mitochondrial homeostasis. FUNDCI is a novel mito-
chondrial autophagy receptor protein, which plays an important regulatory role in mediating mitochondrial

autophagy. This article mainly reviews the recent research progress on the mechanism of FUNDCI1 regulation

in mitochondrial autophagy and its pathophysiological significance.
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