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[ Abstract ]

to be radioresistance after radiotherapy. The reasons include the degree of hypoxia in tumor tissue, the ability of cells to re-

Radiotherapy is one of the important treatment of malignant tumors. Some types of malignant tumors are prone

pair DNA damage, epithelial — mesenchymal transformation and other factors. The *stemness’ of cancer stem cells (CSCs)
may be one of the reasons for tumor radioresistance. Recent studies have shown that autophagy plays an important role in
maintaining the stemness of CSCs, and it is reported that there is a close relationship among CSCs, cell autophagy and ra-

dioresistance. This paper reviews recent research hotspots in this field, and summarizes the relationship among CSCs, auto-

phagy and radioresistance, in order to lay a theoretical foundation for future research.
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