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[Abstract] Objective To evaluate the safety and efficacy of transarterial chemoembolization (TACE)
combined with camrelizumab and tyrosine kinase inhibitor (TKI) in treating advanced hepatocellular carcinoma
(HCC). Methods The clinical data of 33 patients with advanced HCC, who received TACE combined with
camrelizumab and TKI in a single center between August 2019 and February 2021, were retrospectively
analyzed. According to National Cancer Institute Common Terminology Criteria for Adverse Events (CTCAE)
version 5.0, all types of adverse events before the occurrence of unacceptable toxicity or disease progression were
recorded. Based on the modified Response Evaluation Criteria for Solid Tumors(mRECIST), the tumor response,

including complete response (CR), partial response (PR), stable disease (SD) and progressive disease (PD),
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was evaluated. The objective response rate (ORR) and disease control rate (DCR) of HCC were calculated. The
progression-free survival (PFS) and time to disease progression (TTP) were statistically analyzed. Results The
median follow-up time was 15.1 months(95%CI: 9.5~18.0 months). Adverse events occurred in 29 patients(87.9%),
mainly including liver function injury (n=17, 51.5%), reactive cutaneous capillary endothelial proliferation
(RCCEP, n=14, 42.5%) ,skin rash (n=13, 39.3%), and hypothyroidism (n=12, 36.3%). Five patients(15.2% )
developed adverse events of grade Il , which were mainly the liver function impairment(9.1%). Due to the
occurrence of adverse events, the TKI dose had to be reduced in 2 patients and immunotherapy treatment had
to be stopped one time in one patient; besides, medication had to be stopped permanently in 3 patients due
to serious adverse events that could not be alleviated. Among the 33 patients, CR was obtained in 4(12.1%),
PR in 20(60.6%), SD in 3(9.1%). The ORR and DCR were 72.7% and 81.8% respectively. The median PFS and
median TTP was 9.2 months(95%CI : 5.9-12.5 months) and 7.7 months(95%CI: 3.3-12.1 months) respectively.
Conclusion For the treatment of advanced HCC, TACE combined with camrelizumab and TKI carries
lower incidence of serious adverse events, higher tumor control rate and longer TTP. It is expected that

this therapeutic method can provide advanced HCC patients with treatment option to prolong their survival.

(J Intervent Radiol, 2022, 31. 459-464)
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