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[ Abstract ]

being one of the primary treatment modalities. However, radiotherapy resistance significantly affects treatment

Esophageal cancer is a common malignant tumor of digestive tract, with radiotherapy

outcomes and patient survival rates. Radiotherapy resistance involves various factors and complex
mechanisms, including tumor microenvironment, non —coding RNAs, cell cycle checkpoint regulation, and
cancer stem cells. In recent years, more and more studies have been conducted on the role of tumor
microenvironment in tumor radiotherapy resistance. In this paper, we systematically reviewed the potential
mechanisms of radiotherapy resistance in esophageal cancer involved in the tumor microenvironment, focusing
on the roles of the vascular system, stromal components, and the immune system in the resistance to
radiotherapy in esophageal cancer, and expected to provide a theoretical basis for improving the efficacy of
radiotherapy and developing new therapeutic strategies.
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