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Molecular basis for determining degradation and recycling of EGFR on endosomes
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Endocytic pathway of EGFR has been intensively studied. However, recycling
pathway of EGFR remains poorly understood. In the present study, I found the role of clathrin
adaptors AP-1 and GGA2 in EGFR recycling. They recognize EGFR on the recycling endosomes which is
positive for Rabll, and knockdown of each adaptor decreases the recycling rates of EGFR. 1 also
observed the upregulations of AP-1 and GGA2 on endosomal structures in tumors of some cancer
tissues, which suggests the importance of AP-1 and GGA2 in growth and invasion of cancer cells.
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