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Figure 1 MAM proteomics. Proteins in MAM are involved in several important cellular biology processes, mainly apoptosis, mitochondrial

dynamics, autophagy, lipid metabolism and calcium transport
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The role of mitochondria-associated membranes in
autophagy initiation

LIU YuJiao"?, CHEN Quan’ & LIU Lei”
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2 State Key Laboratory of Pharmaceutical Chemical Biology, College of Life Sciences, Nankai University, Tianjin 300071, China;
3 Beijing Institute of Stem Cell and Regenerative Medicine, Beijing 100101, China

Autophagy is an important process in eukaryotic cells to self-degrade and self-recycle in order to maintain homeostasis. At present, at
the study of the molecular mechanisms related to autophagy there are many doubts about the initiation of autophagy, especially the
source of autophagy membrane. Increasing evidence suggests that mitochondria-related membrane (MAM), as the communication
center between the endoplasmic reticulum and mitochondria, may play an important regulatory role in the initiation of autophagy. In
this paper, we will discuss and summarize the role of MAM in the initiation of autophagy, and provide key clues for future research.
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