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Advances in autophagy-regulated multifunctional protein p62/SQSTM1 in tumor and its microenvironment

CHEN Jia-feng, FU Xiu-tao, DING Zhen-bin*

Department of Liver Surgery, Zhongshan Hospital, Fudan University, Shanghai 200032, China

[ Abstract] Autophagy is a highly evolutionary conserved metabolic pathway. through which metabolic products of

cells and necrotic organelles are degraded into lysosomes and then recycled. Autophagy plays an important role in tumor

formation, progression, and metastasis, and even determines the prognosis. Multifunctional protein p62/SQSTMI not only

participates in the degradation process as an important selective autophagy receptor, but also plays an essential key role in the

regulation of multiple key signaling pathways. Thus, several studies have highlighted its promising effect in the tumors and

tumor microenvironment. Understanding the structure, function, and mechanism of p62/SQSTMI will provide new potential

targets for anti-cancer strategies based on pharmacological modulation of autophagy targeting.
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