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[ Abstract ]

for colorectal cancer is preoperative or postoperative adjuvant chemoradiotherapy and surgery. Radiotherapy plays an important role in

Colorectal cancer ranks fifth in morbidity and mortality in malignant tumors in China. At present, the standard treatment

the treatment of colorectal cancer. However, some patients are insensitive to radiotherapy and even radiotherapy resistance. Therefore,
it is of great significance to find out the specific changes of tumor cells after radiotherapy and exert stronger anti-tumor effects of radio-
therapy. This article aims to review the research progress of radiosensitization of colorectal cancer cells from four aspects: DNA damage

repair, cell cycle, apoptosis and tumor microenvironment.
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