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Research advances of oncolytic viruses promoting autophage in tumor cells
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Abstract Autophagy is a physiological process of normal cells that is activated in response to accumulation of abnormal proteins,
damaged organelles, and cell starvation and involves their transport to lysosomes for degradation and recycling, enabling the mainte-
nance of cellular homeostasis. Oncolytic viruses, which are obtained from naturally occurring or genetically modified viruses, specifical-
ly target and kill tumor cells. Despite receiving much attention, the mechanisms underlying this process remain unclear, although re-
cent studies have implicated autophagy in the phenomenon. Here we outline how oncolytic viruses cause cell death via autophagy
and how they can be exploited for the treatment of cancer.
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