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Targeted therapy of immunotherapy in hepatocellular

carcinoma and its application in interventional field
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Peking University First Hospital, Beijing 100034, China)

[Abstract] Radical treatment of hepatocellular carcinoma (HCC) only applies to part of patients. The majority of patients

with advanced HCC usually need to receive other treatments. the existing therapies are far from meeting the needs. Anti-

angiogenic drugs other than sorafenib can be used as second-line drugs. The efficacy of programmed death-1 antibody, DC-

cytokine induced kill cell and chimeric antigen receptor-T technology has been proven in animal experiments or clinical

trials. Anti-angiogenic drugs or immunotherapy combined with interventional therapy may enable patients to obtain better

efficacy. The progresses of targeted immunotherapy of HCC and its interventional applications were reviewed in this

article.
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