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GOLPHS3 regulating the cancer-promoting mechanism of EGFR

SU Hang, XIE Zhong', WANG Zhen-nan, HUANG Hai-li (Radiation Oncology, Guangdong Medical University,
Zhanjiang 524001, China)

Abstract: In addition to performing normal cellular functions, Golphish phosphoprotein 3 (GOLPH3) and epidermal
growth factor receptor (EGFR) have been found to be overexpressed and functionally abnormal in multiple tumors. This
paper reviewed the relationship between GOLPH3 and EGFR in tumor cell regulation from three aspects including GOLPH3
regulating EGFR-related signaling pathway regulation, mediating EGFR degradation, and modifying EGFR surface

glycoprotein, so as to provide reference for GOLPH3 as an auxiliary target of EGFR-targeted therapy.
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