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Abstract: Primary liver cancer, especially hepatocellular carcinoma, poses a serious threat to the life and

health of the Chinese people. Given the insidious onset of liver cancer, less than 30% of hepatocellular
carcinoma patients are considered for radical treatment at the initial diagnosis. Systemic anti-tumor
therapy plays an important role in the treatment of advanced hepatocellular carcinoma. Immunotherapy of
hepatocellular carcinoma has developed rapidly, and an increasing number of immunotherapy drugs, which
can better control the progress of hepatocellular carcinoma and prolong the survival of patients, have become
first- and second-line treatment options. This article reviews briefly the progress of immunotherapy for
hepatocellular carcinoma in recent years.
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