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(HE30):
Autophagy is a bulk degradation system that plays important roles in cellular metabolism and
homeostasis, and involves formation of a membrane sac called the autophagosome that

sequesters degradation targets and delivers them into lytic compartments such as the lysosome
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or vacuole. This study for the first time identified a precursory membrane of the autophagosome
and established a method to isolate it. Moreover, this study also identified a number of new factors
involved in autophagosome formation. Thus, a basis to elucidate the whole picture of the cellular
system for autophagosome formation has been established. These achievements will have a great
impact on not only autophagy but also other research fields in terms of understanding intracellular
membrane neogenesis, and provide critical information for development of new drugs to regulate
autophagic activity, which will be useful to control cellular physiological functions and diseases

related to autophagy.
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