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Roles of VPS35 in malignant tumors

GAO Yuanfei, WEI Cheng, ZHANG Dongyan, DENG Chengwu, WEI Xiangxiang, WANG Chen™
(Department of General Surgery, Second Hospital of Lanzhou University, Lanzhou 730030, China)

Abstract: Vacuolar protein sorting 35 (VPS35) is a reverse transport protein, responsible for the sorting and
transport of cargo proteins, which is related to neurodegenerative diseases such as Alzheimer’s disease and
Parkinson’s disease. VPS35 is widely involved in a variety of signaling pathways and plays an important role
in cell growth, proliferation, autophagy and apoptosis. In recent years, a large number of studies have shown
that VPS35 is expressed in a variety of malignant tumors and regulates the proliferation, migration and
invasion ability of tumor cells through different mechanisms. This work mainly focuses on the structural
characteristics of VPS35, the involved signaling pathways and the role of VPS35 in malignant tumors, aiming

to provide a theoretical basis for future clinical research.
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