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Research progress of innate lymphocytes in colitis-associated colorectal cancer
and related drugs intervention
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Abstract: Innate lymphoid cells (ILC) are a special type of lymphocytes in the innate immune system, which are widely present in
mucosal tissues. According to the expression of transcription factors, phenotypic markers and cytokines, they can be divided into ILC1,
ILC2, ILC3, ILCreg and other different subgroups. ILC are highly heterogeneous and can participate in the regulation of inflammatory
microenvironment and tumor microenvironment by secreting different cytokines and transforming each other. More and more evidence
suggests that ILC are closely related to the development of colitis-associated colorectal cancer (CAC) and may be an important factor
in reversing the transformation of colitis to colorectal cancer. This article focuses on the role of cell subsets such as ILC1, ILC2, ILC3,
and ILCreg in the development of CAC, deepens the understanding of the pathological process of CAC, and reviews the current
therapeutic targets or intervention drugs of intestinal innate lymphocytes. Research progress provides a reference for future clinical
treatment and drug development of CAC.
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Fig. 1 Mechanisms of CRC
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Fig.2 The role of ILC in the progression of CRC
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