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Advances in immune checkpoint inhibitor-based therapeutic studies for hepatocellular carcinoma
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[ Abstract] Hepatocellular carcinoma (HCC) is the fourth leading cause of cancer-related deaths globally, with an

overall poor prognosis, as most cases are diagnosed at an advanced stage, precluding curative treatment. However, with
the advent of immune checkpoint inhibitors (ICIs), the therapeutic efficacy of advanced HCC has significantly improved;
however, their response rates remain unsatisfactory, partly due to primary or acquired resistance. To overcome this
limitation, combination therapy of ICIs with various other therapies (molecularly targeted therapy, topical therapy,

chemotherapy) has therefore been derived. Based on this, this article reviews the progress of clinical studies on the

treatment of HCC with ICIs and combination therapy.
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