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Abstract: The immune checkpoint refers to a plethora of inhibitory pathways in the immune sys-
tem,which plays a crucial role in maintaining self-tolerance and modulating the duration and am-
plitude of physiological immune responses. But the immune-checkpoint pathways are hijacked by
tumors to circumvent effective anti-tumor immunity. The blockade of immune checkpoints can ef-
fectively activate anti-tumor immunity. To date ,accumulating evidence indicates that monoclonal
antibodies (mAbs) against the immune checkpoints,including cytotoxic T lymphocyte-associated
antigen-4 (CTLA-4) and programmed death protein 1 (PD-1) have demonstrated high activity in
melanoma. Ipilimumab,an anti CTLA-4 antibody,as well as nivolumab and pembrolizumab, both
anti PD-1 inhibitors,have been approved for the treatment of melanoma. In this review,we sum-
marize the mechanism,clinical trials and response prediction of checkpoint inhibitors that have
been reported be effective in treatment of melanoma,highlighting the anti-CTLA-4 and PD-1 a-
gents.
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