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[ Abstract] Objective: Autophagy is an effective response of cells to environmental changes, and can be seen in the phys-
iological and pathological processes of the body. Autophagy plays an important role in the development and treatment of
tumors. Tumor angiogenesis refers to microangiogenesis induced by tumor cells and the establishment of blood circulation in
tumors. It is an important condition for the occurrence, development, invasion and metastasis of tumors. There is a complex
relationship between autophagy and tumor angiogenesis as important influencing factors for tumor progression. Radiation ther-
apy is one of the treatment options for tumors. The effect of radiotherapy is affected by many factors. Studies have shown that
autophagy plays an extremely important role in the radiosensitivity of tumors. The research progress of the role of autophagy in
tumor angiogenesis and radiosensitivity is further discussed in order to provide a new therapy for tumors.
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