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ABSTRACT: In eukaryotic cells, the endoplasmic reticulum (ER) is essential for the folding and translocation of proteins. The dis-
turbance of the endoplasmic reticulum homeostasis, caused by multiple pathological factors will lead to the accumulation of unfolded or
misfolded proteins in the ER lumen, known as endoplasmic reticulum stress(ERS). Cells react to ERS by activating an defensive process
known as the Unfolded Protein Response (UPR) to restore the endoplasmic reticulum homeostasis. Autophagy is a cellular catabolic pro-
cess which can be described as a "self-eating", it emerged as an essential protective mechanism upon ER stress through the bulk removal
and degradation of unfolded proteins and damaged organelles. Recent studies show that these 2 systems are interconnected, and the ER

stress can induce autophagy in a variety of ways. In this review, we will summarize the current knowledge about the molecular mecha-

nism of autophagy by Endoplasmic Reticulum Stress especially the UPR, to guide further study on ER stress and autophagy.
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The line with the arrow indicates the promotion, without arrows for inhibition.
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