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Golgi membrane-associated degradation pathway (GOMED) is an
Atg5/Atg7-independent type of autophagy that contributes to the degradation of the accumulated
proteins when the transport of proteins from the Golgi to the extracellular or plasma membrane is
impaired. Analysis of the GOMED-1, a molecule essential for GOMED revealed that GOMED-1 localizes
from the cytoplasm to the trans-Golgi and regulates the formation of isolation membranes from
trans-Golgi membranes. Furthermore, brain-specific GOMED-1-deficient mice show that abnormal
accumulation of ceruloplasmin, an iron transport protein and a degradation substrate of GOMED,
resulting in neurodegenerative disease-like symptoms from iron deposition. These indicate that
GOMED-1 functions to maintain neuronal cells via mechanisms different from those of canonical
autophagy .
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