Calscence Mammalian Macroautophagy at a Glance

foa.biologiats org Brinda Ravikumar, Marie Futter, Luca Jahreiss, Viktor I. Korolchuk, Maike Lichtenberg, Shouging Luo, Dunecan C. O. Massey, Fiona M. Menzies,
Usha Narayanan, Maurizio Renna, Maria Jimenez-Sanchez, Sovan Sarkar, Benjamin Underwood, Ashley Winslow and David C. Rubinsztein

What is autophagy?

acroauriophagy fhene rederred fo as autophagy) is a bulk inraceliular degradation process.

i tophagy i ritisted when pre-autophagosomal structunes of unknown origin elongate and
Huss, enguifing parions. of ihe cyiosol io form a persomess. Thisses initaally fuse with
wndasomes {0 form hybrid oganelies caled amphiscmas, which ulimately fuse with lysosomas,
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Autophagy has several importar rales in nomal physiology. These include:
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Autophagy in pathology
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