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ABSTRACT: In recent years, immunotherapy has sprung up in the treatment of advanced renal clear cell carcinoma, giving people a
new understanding of tumor treatment. The mechanism of these immunotherapy drugs is to inhibit the immune escape of tumor cells by
suppressing immune checkpoints, so that the immune cells could kill tumor cells to play a therapeutic role. Therefore, understanding the
immune escape mechanism related to immune checkpoints in renal clear cell carcinoma is essential for formulating effective treatment
strategies and developing new immunotherapy drugs. This article reviews the immune escape mechanisms related to the main immune
checkpoints (PD-1/PD-L1, CTLA-4, B7-H4, LAG-3, TIM-3 and HLA-G) in renal clear cell cancer.
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