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Abstract : Globally , hepatocellular carcinoma(HCC) is one of the most common malignancies and
the leading causes of cancer-related deaths. Immunological checkpoint inhibitors(ICI) have developed
rapidly in recent years. Several ongoing clinical studies have proved the effect of ICls including
PD-1/PD-L1 and CTLA-4 inhibitors in treatment of advanced HCC. However,these studies also re-
vealed that not all patients could be benefited from ICls treatment.This article summarizes the re-
cent progress of clinical researches on ICls in treatment of advanced HCC patients and the
biomarkers for screening of patients who may be benefited from ICI therapy.
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