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[Abstract] Immunotherapy can significantly improve the treatment efficacy of colorectal cancer of
deficient mismatch repair/ microsatellite instability, but proficient mismatch repair/microsatellite stable
colorectal cancer patients are not sensitive to it. Low tumor mutation burden may be one of the reasons for
immune tolerance in colorectal cancer of proficient mismatch repair/microsatellite stability. Abnormal
activation of signaling pathways, increased secretion of pro—angiogenic factors and transforming growth factors
may mediate primary drug resistance of immunotherapy of proficient mismatch repair/microsatellite stable
colorectal cancer. Increasing the sensitivity of immunotherapy in proficient mismatch repair/microsatellite
stable colorectal cancer is an important challenge in the treatment of colorectal cancer. Comprehensive
treatment including immunotherapy is a very effective strategy for the treatment of malignant tumors.
Radiotherapy can promote the formation and release of tumor antigens, regulate the immune response through
a variety of ways, and reshape the tumor microenvironment. Radiotherapy combined with immunotherapy
provides a new idea for the treatment of proficient mismatch repair/microsatellite stable colorectal cancer.

Many clinical trials of neoadjuvant radiotherapy combined with immunotherapy for proficient mismatch repair/
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microsatellite stable colorectal cancer are ongoing. In this review, the mechanism of immune tolerance of

proficient mismatch repair/microsatellite stable colorectal cancer, the effect of radiotherapy on the immune

microenvironment, and the clinical research progress of radiotherapy combined with immunotherapy in

proficient mismatch repair/microsatellite stable colorectal cancer were summarized.
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