[ iR A iR 243 hitp:/www.biother.cn

Chin J Cancer Biother, Feb. 2026, Vol. 33, No.2 + 155 -
- a0,
DOI1:10.3872/j.issn.1007-385x.2026.02.006 'lﬁ) ﬁ‘ﬂ‘ ;(:

ZE BRI A ICI —2ia T B AR SN AR i) T MR £ 1% 374
B AL EIBE BT 53 4

ARFH AR MR R BT AR, KB AR AN A E R AL, AR E AN
350008 ;2. 48 1E B g M B AL E 12 APsgAF, 4812 48 350008)

(5 F] & @ 5T =P F RS T & SN IR QCD VR — 2k )5 229677 W S SR 400 e (LUS OO AT 280k e 22 4tk
Z ik o K B BB DA B BT, JESE NN 2018 4F 10 H % 2023 4F 12 348 #2448 M i B HE= Be BOiA 14 37 9190 3 15 10T LUSC
Ho A BEEZZYERGIENS 10512 mg/d, FHZ 2 JNF25 1 FDBCA ICHIATT « EELA ST A (PFS) , IREE 4
RUELHE W 22 A8 22 CORR) W50 72 1) 236 (DCRO S iR T AR AN R - (TRAE) o 46 3R &1 B35 TR b1 15.2 1 H , ORRIA 54.1%
(20/37),DCR N 97.3%(36/37) , 1L PFS A 11.8 1 H (95%CT:8.3~NA), 124 H PFS F N 48.6%. RZEMEWH ) iis: %P e
12 mg 7 & 41 1) 47 PFS (ARIEE] vs 7.5 H , HR = 0.09,95%CI:0.01~0.67, P < 0.01) & ORR(100% vs 42.9%, P < 0.01) 13 & 24
T-8/10 mg2H. 43145 2 T R IIB/IIC &3 ORR 3540 T IV H (84.6% vs 41.7%, P = 0.02) . L4 V7T, 62.2%(23/37) (1 &3
KA TRAE, BL 1~2 25 LK [29.7%(11/37) ] F R L5 G E[21.6%(8/37) 19, 311 (8.1%) K 3 2 TRAE & 1EVAYT . &k © B B e
A ICTE A A LUSC —£Ri67 7 R A RIFHT A SEA A B 2 4 th . Hop, 12 mg R A RR S i BoRk A
ST 5, 015 W2 3 ORR B iyo 1245 AR 1S I J& IS A s PRI S0 b AT JE— B 360

[RSEIR]  TlBRRAE M : 22 2 & J8 s IR A s A0 s GBI T s BEA VR TR AR R4

[(FES£KS] R734.2;R730.2 [ZrEtFRIRAS] A [XEHRS] 1007-385x(2026) 02-0155-08

Efficacy and safety of anlotinib combined with ICI as first-line treatment for
advanced lung squamous cell carcinoma: a single-center retrospective cohort
study of 37 patients

LIN Yong'®, XIAO Chunmei*”, XIE Qiang’, CHEN Qun’, SHI Qin’, LUO Yang’, HU Ying’, LIN Heng’ (1. Department of Thoracic
Surgery, Fuzhou Pulmonary Hospital of Fujian, Fuzhou 350008, Fujian, China; 2. Department of Oncology, Fuzhou Pulmonary
Hospital of Fujian, Fuzhou 350008, Fujian, China)

[Abstract] Objective: To explore the efficacy and safety of anlotinib combined with immune checkpoint inhibitors (ICI) as first-line
treatment for advanced lung squamous cell carcinoma (LUSC). Methods: In this single-center retrospective cohort study, 37
consecutive treatment-naive advanced LUSC patients treated at Fuzhou Pulmonary Hospital of Fujian between October 2018 and
December 2023 were enrolled. All patients received anlotinib (8, 10, or 12 mg/d; administered for 2 weeks followed by 1 week off)
combined with PD-1/PD-L1 inhibitors. The primary endpoint was progression-free survival (PFS), and the secondary endpoints
included objective response rate (ORR), disease control rate (DCR), and treatment-related adverse event (TRAE). Results: With a
median follow-up of 15.2 months, the ORR reached 54.1% (20/37), the DCR was 97.3% (36/37), the median PFS was 11.8 months
(95% CI: 8.3-NA), and the 12-month PFS rate was 48.6%. Exploratory subgroup analyses showed that that patients receiving anlotinib
at 12 mg demonstrated significantly longer median PFS (not reached vs 7.5 months; HR = 0.09, 95% CI: 0.01-0.67; P < 0.01) and a
higher ORR (100% vs 42.9%, P < 0.01) compared to those receiving 8 or 10 mg. Stage-stratified analysis showed that the ORR of
patients in stage [[IB/IIIC disease was significantly better than those in stage [V (84.6% vs 41.7%, P = 0.02). In terms of safety, 62.2%
(23/37) of the patients developed TRAE, mainly grade 1-2 hypertension (29.7%[11/37]) and hand-foot syndrome (21.6%[8/37]). Three
patients (8.1%) discontinued treatment due to grade 3 TRAE. Conclusion: Anlotinib combined with ICI as a first-line treatment
regimen for advanced LUSC demonstrates promising therapeutic efficacy and manageable safety profiles. Notably, in exploratory

analyses, the 12 mg dose group exhibited potential signals of superior efficacy, and patients with earlier-stage disease showed a higher
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ORR. These findings warrant further validation through large-scale prospective studies.
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therapy; treatment-related adverse event (TRAE)
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E kR ZEARYE S ICTA DG 28 1451, 74T H =2 2 &
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