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Abstract  The eukaryotic intima system consists of intercellular membranous organelles, including the
formation of exosomes and autophagy, which play an important role in stress response and maintenance of cell
homeostasis. Exosomes are extracellular vesicles secreted into the body by multivesicular bodies containing
contents of proteins and nuclear acids, while autophagy is a process of lysosomal-dependent degradation and
recycling. There is a common molecular mechanism between the formation of exosomes and autophagy, and
substantial interaction between them were founded. The formation of exosomes and the process of autophagy was
reviewed, including the relationship between the two and lysosomes.
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