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[Abstract] Reticulophagy is a process that selectively clears endoplasmic reticulum through autophagy. Selective degradation
of stress endoplasmic reticulum and aggregate-prone proteins is important to maintain endoplasmic reticulum homeostasis.
Reticulophagy receptors mediate selective recognition of endoplasmic reticulum by autophagosomal membrane to promote the
elimination of endoplasmic reticulum by lysosome. Reticulophagy is associated with human diseases, therefore, further investigation

is required to reveal its molecular mechanism. This review focuses on the most recent advances related to mechanisms and physical

relevance of reticulophagy.
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Fig.1 Structure of reticulophagy receptors in mammals and yeast
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Fig.2 Mechanisms of reticulophagy in mammals and yeast
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