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[Abstract] For the majority of patients with colorectal cancer liver metastases (CRLM) who have
proficient mismatch repair(pMMR)/microsatellite stability(MSS), the unique immunosuppressive microenviron—
ment of the liver is the main reason for their resistance to immune checkpoint inhibitor (ICI). This article
systematically reviews the latest research progress in immunotherapy for pMMR/MSS —type CRLM. Although
the efficacy of ICI alone is limited, the combination strategies of ICI with chemotherapy, targeted therapy, or
local treatment approaches have demonstrated good clinical efficacy in the first —line treatment of CRLM.
However, in the later lines of treatment, the efficacy of these strategies for CRLM patients is still not
satisfactory. Effective biomarkers can help precisely screen out the potential beneficiaries who may benefit
from immunotherapy, which is the key to achieving individualized treatment. Future research should focus on
developing multi —modal, multi —mechanism combination therapy strategies to effectively reverse the
immunosuppressive microenvironment of the liver and enhance the efficacy of immunotherapy.
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