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Abstract: Golgi phosphoprotein 3 (GOLPH3) has a typical Golgi structure and plays an important role

in maintaining normal morphological structure and physiological function of Golgi. GOLPHS3 has been

shown to be highly expressed in a variety of tumors. It is also closely related to tumor occurrence and

metastasis. Based on recent research advances, GOLPHS3 has become an important target for tumor

diagnosis and treatment. This report reviews the research progress of GOLPH3 in tumors.
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