AR B AR 2 T4 2025 4F 4 A8 14 4555 2 ] Chin J Hepat Surg(Elec Ed), April 2025, Vol. 14, No. 2 - 225-

- PR 5 -

BEEN KA B A A B 2 J% PD-1
75 5 S BOE V7 T 2 R B
I /SR DI AR A L

A BRI iR

[HE] BH WEMIIIERLST (HAIC) BACHRF e & PD-1 MI#IH 5 HAIC & 1%
BCIRIT AT YIRS () MG &tk 7k MM 2020 4F 4 H &5 2023 4
12 AFE@ T3S — N REERE 84 B2 PTG A SR AR A 2 WA nT VI BRI FR B IR e kL. IRE
AN RSB AT A B M . Hoh B 76 1), 22 8 Ml AR A 32~ 75 % R IARRE 54 %L RIR
IBIT AR, Ho 48 452 HAIC BA G e & PD-1 IR ( =3R4 ), 36 fili%32 HAIC KX
SR BRIRTT ( k), HAIC R HIok B A FOLFOX6 /728, iR 3% Ioik A= A2 ] (PFS ).
SMRAFF (OS) M % MZ M3 (ORR ) ZEWFEHIZE (DCR) ANAITHHICA RFF. PAERM L
BRI 7 KB my Fisher BRUIMESR S , 47753 Hr 2K H Kaplan-Meier 1l Log-rank K56, #Z58R  AA70Hr
R, ZHRAIH A PFS O 10.6 N H IR T A 5.2 N H (4/=9.30, P<0.05 ) ; 1fif —Hk41 ORR .
DCR 4351124 70.8% (34/48).93.8% (45/48 ), " IRLLARN H 66.7% (24/36).86.1% (31/36), ZFIT
Gt X (=0.167, -;P>0.05 ) s LI KU & A543 31k 96% (46/48 ).89% (32/36 ), 2257 7R T
il S (P>0.05), WAIEAT 5 BITHALTFRIGST , ARG ER 2 S —HRAL 4 Bk s o 2%
fift (pCR ), —HEKZ 1 {135 pCR. Cox Z P FIHHT R , M T =B0aY7 , ZBAY7 =X PFS Jiltsr
fal 2 (HR=1.924, 95%CI:1.150 ~3.220, P<0.05 ), %53 HAIC B4k e & PD-1 M n =
GCVRYT 7 SR AE A2 Mg 0 R 5 T T HALC A S AR JE 09 IR Y7 7 48, =Wk J7 28 ] AT o8 s 14 i
JRIRIERR , {H7E ORR , DCR S5 7510, BIFIMGTT 7 S 7R 24 .

(k82 ] 8, Wdii; FahfkiEiyy; &, PD-1MGIR; it RAELY; A
SRR R

Hepatic arterial infusion chemotherapy(HAIC) combined with lenvatinib plus PD-1 inhibitor versus
HAIC combined with lenvatinib for unresectable hepatocellular carcinoma  Zeng Shitao', Yan Qing’,
Liao Shan’, Chen Huanwei’. 'The First Clinical College of Guangdong Medical University, Zhanjiang
524023, China; *Department of Hepatobiliary and Pancreatic Surgery, the First People’s Hospital of Foshan,
Foshan 528010, China
Corresponding author: Chen Huanwei, Email: chwei_fsyyy@163.com

[ Abstract] Objective To compare clinical efficacy and safety of hepatic arterial infusion
chemotherapy (HAIC) combined with lenvatinib plus PD-1 inhibitor and HAIC combined with lenvatinib

in the treatment of unresectable hepatocellular carcinoma (HCC). Methods Clinical data of 84 patients
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diagnosed with unresectable HCC by pathological biopsy or imaging examination in the First People’s
Hospital of Foshan from April 2020 to December 2023 were analyzed retrospectively. The informed
consents of all patients were obtained and the local ethical committee approval was received. Among them,
76 patients were male and 8 female, aged from 32 to 75 years, with a median age of 54 years. According
to different treatment methods, 48 patients received HAIC combined with lenvatinib plus PD-1 inhibitor
(triple group), and 36 cases were treated with HAIC combined with lenvatinib (double group). HAIC was
given using modified FOLFOX6 regimen. The progression-free survival (PFS), overall survival (OS),
objective remission rate (ORR), disease control rate (DCR) and treatment-related adverse events were
compared between two groups. The rate comparison between two groups was conducted by Chi-square test or
Fisher’s exact probability test. Survival analysis was performed by Kaplan-Meier method and Log-rank test.
Results Survival analysis showed that the median PFS in the triple group was 10.6 months, significantly
longer than 5.2 months in the double group (y*=9.30, P<0.05). However, the ORR and DCR in the triple
group were 70.8%(34/48) and 93.8%(45/48), and 66.7%(24/36) and 86.1%(31/36) in the double group, with
no statistical significance between two groups (x°=0.167,-; both P>0.05). The incidence of adverse reactions
in the triple and double groups were 96%(46/48) and 899%(32/36), with no statistical significance between
two groups (P>0.05). 5 patients in each group underwent conversion surgery. Postoperative pathological
examination indicated that 4 patients in the triple group achieved pathologic complete response (pCR), and
1 patient in the double group achieved pCR. Multivariate Cox regression analysis showed that compared
with triple therapy, double therapy was an independent risk factor of PFS (HR=1.924, 95%CI: 1.150-3.220,
P<0.05). Conclusions The triple therapy of HAIC combined with lenvatinib plus PD-1 inhibitor is superior
to HAIC combined with lenvatinib in delaying tumor progression, and triple therapy may yield a higher tumor
necrosis rate. However, two regimens are equivalent in terms of ORR and DCR.

[ Key words ]  Carcinoma, hepatocellular; Hepatic arterial infusion chemotherapy; Lenvatinib;

PD-1 inhibitor; Progression free survival; Treatment related adverse event (TRAE)
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