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Abstract: In recent years, the immune checkpoint blocking agents have shown clinical responses across a
broad spectrum of both solid and hematologic malignancies. However, the targeted treatment agents for the
patients with hepatocellular carcinoma (HCC) are limited to sorafenib. With the FDA continuously passed
through two PD-1/PD-L1 pathway inhibitors in 2014, the researchers wonder whether they would have gained
better anticancer effect as a potential novel treatment way for patients with HCC. Currently, the programmed
cell death protein (PD-1) and its ligand 1(PD-L1), cytotoxic T lymphocyte associated antigen-4 (CTLA-4) and

other molecule blockers were applied in liver cancer research. Among them, Nivolumab and Tremelimumab

have made significant progress in the initially clinical trials of HCC, which has a good prospect.
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Tablel Clinical trials of immune checkpoint inhibitors in therapy of liver cancer
Clinical trials. Gov. Phase Regimen Disease No. of Outcome
registration number g status patients
NCT00966251 I/ Pidilizumab(Anti-PD-1) NA NA NA
Tremelimumab N 17: PR(3) 17.6 %, SD (10) 58.8%;
NCTO01008358 I (Anti-CTLA-4) Advanced 21 0S (21) 8.2 ms
NCTO01853618 I Tremelimumab+TACE or RFA  Advanced NA NA
. . N 39:CR(2) 5%,PR(7) 18%; SD(18) 46%;
NCT01658878 I/l Nivolumab(Anti-PD-1) Advanced 41 0S(39) 72% 6ms
NCT02519348 I MEDI4736(Ant-PD-L1) Advanced NA  NA
Tremelimumab or together
NCT02423343 [ /11 Galunisertib+ Nivolumab Advanced NA NA

Notes: PR: partial response; SD: stable disease; OS: overall survival; ms: months; NA: not available; TACE: transarterial chemoembolization; RFA:

radiofrequency ablation
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