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Characterization of TIM3 and its Ligands in Colorectal Cancer
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Figure 1: (A-D )IO marker prevalence (%) for TIM3 and its ligands. Figure 2: Median expression for CMS Figure 4: (A-D) Real world overall survival (rwOS) for TIM3 and its ligands in CRC.
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therapeutic targets modifying the tumor microenvironment.
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