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Abstract

Exosomes are membranous vesicles secreted by a variety of cell types, and carry out the function

of intercellular communication under normal and pathological conditions. More and more reports suggest that exo-

somes, especially hepatocellular derived exosomes, play an important role in the development of non-alcoholic

steatohepatitisCNAFLD) /non-alcoholic steatohepatitis (NASH). In this review. we elucidate the mechanism of

hepatogenic exosomes from the perspectives of liver injuries such as liver lipid metabolism, apoptosis, inflamma-

tion, and fibrosis, in order to provide reference for the study of NAFLD/NASH mechanism.
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