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[Abstract] Tumor-associated macrophage (TAM) has its unique plasticity and can be polarized into macrophage
subsets with different functions under the action of growth factors and chemokines in tumor microenvironment. M1 mac-
rophages mainly play an important role in resisting pathogen infection, promoting inflammation and inhibiting tumor,

while M2 macrophages mainly play a role in tissue repair, immunosuppression and promoting tumor progression. There-

fore, targeted regulation of TAM may provide a new idea of immunotherapy for the treatment of colorectal cancer.
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