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Abstract: Hepatocellular carcinoma (HCC) is one of the most common malignant tumors. It is dif-
ficult to diagnose at the early stage and has a high mortality rate and lack of effective treatment
methods compared with other malignant tumors. In recent years, epigenetic mechanisms have
been extensively studied. Unlike gene mutations, epigenetic changes are dynamic and targetable,
and epigenetic dysregulation also affects tumor immunity. Targeted modification of epigenetics can
improve tumor immunity and enhance the effects of immunotherapy, bringing hope for the explo-
ration of new combination therapies. This article reviews the main changes of epigenetics during
the occurrence and development of HCC and the impact of epigenetics on tumor immunity, and
explores new therapies that combine targeting epigenetics and immunotherapy.
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