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[Abstract] T-cell immunoglobulin mucin 3 (TIM-3) is an extensively studied immune regulatory
protein in recent years and plays a crucial role in immunotherapy against cancer. TIM -3 is a type |
transmembrane protein that belongs to the TIM family, and it is expressed in various immune and non —
immune cells. Research has indicated that TIM -3 exerts negative regulation in the immune response of the
body. The interaction between TIM-3 and its ligand can induce T—cell apoptosis, thus inhibiting the activity
of immune cells and enabling cancer cells to evade immune attacks. TIM -3 has become a key target in
cancer immunotherapy. By blocking TIM -3 in combination with other immune checkpoint molecules, the
cytotoxicity of T—cells can be enhanced and further improve the effectiveness of the anti—cancer therapy. This
review summarizes the research on the relationship between TIM -3 and colorectal cancer, including the
occurrence and development of colorectal cancer, clinical pathological features, prognosis, and immune
therapy. The review discusses the important role of TIM -3 as a therapeutic target for colorectal cancer
immune therapy and its clinical significance.
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