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ABSTRACT: Non-alcoholic fatty liver disease (NAFLD) is a worldwide public health problem. The underly-
ing causes of NAFLD are unclear. Endoplasmic reticulum is the main site of protein processing, lipid synthesis
and storage of calcium. Disruption of Endoplasmic reticulum homeostasis, which often induces endoplasmic
reticulum stress (ERS), plays an important regulatory role in lipid metabolism and cell function. Recent evi-
dence implicated the ERS in both the development of steatosis and progression to nonalcoholic steatohepatitis.
In the current review, we discussed the involvement of different fatty acids in the pathogenesis of NAFLD with
particular emphasis on the role of ERS, explored the mechanism of n-3 polyunsaturated fatty acids in the pre-
vention and treatment of NAFLD.
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