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Roles of Endophilin in endocytosis and related diseases
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Abstract: Endocytosis is a process through which macromolecules or granular substances are transported
into cells. It can be classified as clathrin-mediated endocytosis and clathrin-independent endocytosis based on
whether clathrin is required. Previous studies have shown that Endophilin, a cytoplasmic protein, plays a vital
role in a variety of endocytic pathways. This review mainly introduces the basic characteristics of the
Endophilin family and its biological function in the endocytosis mechanism, discusses the research progress of
the family in many kinds of diseases, and puts forward the prospect of Endophilin research on the endocytic

molecular mechanism and disease diagnosis potential.
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