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Autophagy in clinical therapy of tumor: research progress
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[ Abstract | Autophagy is a self-decomposing process that is used to degrade long-lived proteins or necrotic organelles.
It is extremely dependent on lysosomes, widely present in eukaryotic cells and highly conserved. Autophagy can protect the
cells themselves and help them resist the adverse environment at a proper level, but excessive autophagy can result in
autophagic cell death. In recent years, with the comprehensive research of autophagy, it has been found that autophagy is
closely related to the development and progression of most tumors. More drugs associated with autophagy are used for the
clinical treatment of tumors, but they have different therapeutic effects on different tumors, so the impact of autophagy-related
drugs on normal cells need to be identified through more clinical trials and experimental studies. This paper reviews the roles of
autophagy in the occurrence and development of tumors, and recent progress in the treatment of cancer by regulating autophagy
through drugs.
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