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            Abstract
In eukaryotic cells, the endoplasmic reticulum is essential for the folding and trafficking of proteins that enter the secretory pathway. Environmental insults or increased protein synthesis often lead to protein misfolding in the organelle, the accumulation of misfolded or unfolded proteins â€” known as endoplasmic reticulum stress â€” and the activation of the adaptive unfolded protein response to restore homeostasis. If protein misfolding is not resolved, cells die. Endoplasmic reticulum stress and activation of the unfolded protein response help to determine cell fate and function. Furthermore, endoplasmic reticulum stress contributes to the aetiology of many human diseases.
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                    Figure 1: The dynamic life cycle of a protein in the secretory pathway.[image: ]


Figure 2: The UPR signalling pathways.[image: ]


Figure 3: ER stress and human disease.[image: ]


Figure 4: ER stress and UPR pathways as therapeutic targets.[image: ]
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