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Abstract

Autophagy plays important roles in homeostatic mechanisms such as degradation of proteins and
organelles. Recent studies have revealed that autophagy contributes not only to nutrient recycling under star-
vation conditions but also to selective clearance of abnormal proteins and damaged organelles. Dysfunction
of autophagy is one of the main causes of neurodegenerative diseases such as Alzheimer’s disease and
Parkinson’s disease. Thus, autophagy has attracted great interest as a potential drug target for various neu-
rodegenerative diseases. This article provides an overview of basic studies of autophagy and therapeutic
approaches for neurodegenerative diseases.
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ULK1 Unc-51 like autophagy activating kinase 1
WIPI WD-repeat protein interacting with phosphoinositides
NBR1 Neighbor of BRCA1 gene 1
ALFY Autophagy-linked FYVE protein
NDP52 Nuclear dot protein 52
OPTN Optineurin
TAX1BP1 Tax1 binding protein 1
Keapl Kelch-like ECH-associated protein 1
TBK1 TANK-binding kinase 1
GABARAP Gamma aminobutyric acid A receptor associated protein
mTORC1 Mammalian target of rapamycin complex 1
AMPK AMP-activated protein kinase
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