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Abstract: Although Immune Checkpoint Inhibitors (ICIs) have been recommended in the clinical practice
guidelines for various recurrent malignancies and advanced cancers, they were only effective in a part of the
population for a long time,and drug resistance or immune related adverse events (irAEs) occur in another part
of the population. ICIs mainly include antibodies targeting cytotoxic T lymphocyte antigen-4 and antibodies
targeting programmed cell death protein-1 and its ligand programmed death receptor ligand-1. In this review,
we summarized the mechanisms of ICls,its drug resistance,irAEs,as well as the related biomarkers and clini-

cal application,in order to provide reference for the future research and clinical application of ICIS.
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