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Abstract: Objective To investigate the efficacy and safety of H1 receptor antagonists (H1RAs) combined with programmed
death protein 1 (PD-1) inhibitor and chemotherapy for advanced lung squamous cell carcinoma (LSCC), so as to provide a
reference for the clinical treatment of LSCC. Methods A total of 139 patients with stage Ill-IV LSCC in the First Affiliated
Hospital with Nanjing Medical University from January 2020 to September 2022 were retrospectively enrolled. Sixty-nine
patients in the treatment group received H1RAs combined with PD-1 inhibitors and chemotherapy, while 70 patients in the
control group were treated with PD-1 inhibitors plus chemotherapy. All patients were followed up until June 30, 2025. The
overall survival (OS) of the two groups was analyzed, along with progression-free survival (PFS), objective response rate (ORR),
disease control rate (DCR)in the first-line treatment subgroup, and the safety profile of the total population. Results There
was no statistically significant difference in baseline data between the two groups (£>0.05). Each group had 60 cases as
first-line treatment. The median OS in the treatment group was significantly longer than that in the control group (19.7 months
15 16.3 months, £=0.018). The median PFS in the first-line treatment subgroup of the treatment group was also superior to that
of the first-line subgroup of the control group (9.4 months vs 7.1 months, £<0.01). No statistically significant difference was
observed in ORR (63.3% vs 55.0%, x* =0.862, P=0.353) and DCR (91.7% vs 88.3%, x° =1.294, P=0.255) between the first-line
subgroup of treatment group and the first-line subgroup of control group. The incidence rates of treatment-related
adverseevents (TRAEs) of any grade and grade =3 TRAEs showed no statistically significant difference between the two
groups (P>0.05). Conclusion The addition of H1IRAs to PD-1 inhibitor plus chemotherapy regimen may bring better survival
benefits to patients with advanced LSCC without increasing the overall incidence of adverse reactions.
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Lung squamous cell carcinoma (LSCC) is an
important subtype of non-small cell lung cancer. For
patients with unresectable locally advanced or metastatic
disease, programmed death protein 1 (PD-1) inhibitors
combined with chemotherapy have become the standard
first-line treatment regimen[1-3], which significantly
improves the overall survival (OS) of patients. However,
a large number of patients still develop drug resistance, so
exploring strategies to enhance the efficacy of PD-1
inhibitors is a current research hotspot. Recent studies
have found that macrophages, dendritic cells and
histamine in the tumor microenvironment play key roles
in immune regulation. Histamine binds to HI receptors
on immune cells, promoting the polarization of
macrophages into an M2-like immunosuppressive
phenotype[4]. It inhibits the maturation and antigen
presentation function of dendritic cells, and promotes the
aggregation of myeloid-derived suppressor cells, thereby
establishing an immunosuppressive microenvironment
[5-7]. Preclinical studies have confirmed that H1 receptor
antagonists (HIRAs) can reverse this immunosuppression
and enhance the anti-tumor effect of PD-1 inhibitor
therapy[8-10]. Recently, multiple retrospective analyses

in solid tumors of multiple tumor types have shown that
concurrent use of HIRAs during PD-1 inhibitor treatment
is associated with a positive trend of improvement in
patients' OS and progression-free survival (PFS) [11-13].
This study conducts a retrospective cohort analysis to
evaluate the efficacy and safety of HIRAs combined with
PD-1 inhibitors and chemotherapy in the treatment of
advanced LSCC.

1 Materials and Methods
1.1 Clinical Data

This study was a single-center, retrospective cohort
study that included the clinical data of 139 patients with
pathologically confirmed stage III-IV unresectable LSCC
admitted to the First Affiliated Hospital of Nanjing
Medical University from January 2020 to September 2022.

Inclusion criteria: (1) Aged 18-80 years; (2)
Eastern = Cooperative  Oncology  Group (ECOG)
performance status score of 0-2; (3) Histologically
confirmed LSCC; (4) Radiologically confirmed stage
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M-IV, unresectable; (5) Normal organ function; (6)
Received at least 4 cycles of PD-1 inhibitor combined
with chemotherapy; (7) Complete clinical data and
follow-up records available.

Exclusion criteria: (1) Concomitant with other
active malignant tumors; (2) Concomitant with unstable
brain or meningeal metastasis.

Patients were divided into the treatment group and
the control group according to the treatment regimen. The
treatment group received the regimen of HIRAs + PD-1
inhibitor + chemotherapy, specifically: during PD-1
inhibitor combined with chemotherapy, patients regularly
took HIRAs for any reason (such as allergy, rash,
pruritus) with a medication duration > 3 months. The
control group only received the regimen of PD-1 inhibitor
+ chemotherapy, specifically: patients who did not use
any HIRAs during PD-1 inhibitor combined with
chemotherapy. All patients and their families signed
informed consent for the treatment regimen. This study
was approved by the Ethics Committee of the First
Affiliated Hospital of Nanjing Medical University (Ethics
No.: 2025-SR-794).

1.2 Research Methods

Patient data (name, gender, age, pathological
diagnosis, stage, ECOG score, etc.), treatment regimens,
concomitant medication of glucocorticoids and antibiotics,
efficacy evaluation, and adverse event data were collected
from the electronic medical record system. The PD-1
inhibitors mainly included camrelizumab, tislelizumab, or
sintilimab, all administered at a fixed dose of 200 mg
every 3-4 weeks (q3-4w). For first-line chemotherapy
regimens, the main agents were paclitaxel liposome
(135-175 mg/m?), albumin-bound paclitaxel (260 mg/m?),
or paclitaxel polymer micelle (230-300 mg/m?) combined
with carboplatin (AUC=5) or nedaplatin (80-100 mg/m?),
q3-4w. For second-line and later-line regimens, the main
agents were gemcitabine (1 000 mg/m? on days 1 and 8)
or docetaxel (60-75 mg/m?), q3-4w. Single-dose
glucocorticoids used in routine clinical antiemetic
preconditioning regimens were not included in the
statistics.

1.3 Follow-up

The main follow-up method of this study was active
monitoring through the hospital electronic medical record
system, supplemented by telephone follow-up. The
follow-up cutoff date was June 30, 2025. For patients
who did not experience endpoint events (disease
progression or death) before the cutoff date, their survival
time was treated as censored data, and the last contact
date was taken as the follow-up endpoint.

1.4 Therapeutic Efficacy Assessment

Tumor efficacy was evaluated according to the
Response Evaluation Criteria in Solid Tumors (RECIST)

version 1.1. All patients completed imaging evaluation
(enhanced computed tomography of the chest, abdomen,
and pelvis) before treatment (baseline), and efficacy
assessment was performed every 2 treatment cycles, until
confirmed disease progression, death, or the study cutoff
date. Efficacy was classified as follows. Complete
response (CR): disappearance of all target and non-target
lesions, with no new lesions observed. Partial response
(PR): reduction in the sum of diameters of target lesions
>30% compared with baseline. Progressive disease (PD):
increase in the sum of diameters of target lesions >20%
compared with the smallest recorded value, or occurrence
of one or more new lesions, or definite progression of
non-target lesions. Stable disease (SD): target lesion
shrinkage did not meet the PR criteria, or enlargement did
not meet the PD criteria.

The primary endpoint was overall survival (OS),
defined as the time from the date of treatment initiation to
death from any cause. Secondary endpoints included the
following: (1) PES in first-line treatment patients, defined
as the time from initiation of first-line treatment to
disease progression or death from any cause; (2)
Objective response rate (ORR) in first-line treatment
patients, defined as the proportion of patients who
achieved CR or PR in the total study population; (3)
Disease control rate (DCR), defined as the proportion of
patients who achieved CR, PR, or SD.

Safety data included treatment-related adverse
events (TRAEs) and immune-related adverse events
(irAEs), which were graded according to the Common
Terminology Criteria for Adverse Events (CTCAE)
version 5.0.

1.5 Statistical Methods

Data were analyzed using SPSS 22.0 software, and
graphs were plotted using GraphPad Prism 10.6 software.
Categorical variables were presented as n (%), and
intergroup comparisons were performed using the y? test
or Fisher's exact test. Continuous variables conforming to
normal distribution were presented as x=+s, and intergroup
comparisons were performed using the independent
samples ¢ test. Survival analysis was conducted using the
Kaplan-Meier method and log-rank test. The Cox
proportional hazards regression model was used to
calculate the hazard ratio (HR). A P value < 0.05 was
considered statistically significant.

2 Results
2.1 Baseline Characteristics of Patients

A total of 139 patients were included in the analysis,
with 69 patients in the treatment group. The HIRAs
administered included cetirizine (9 cases), loratadine (45
cases), desloratadine (10 cases), and desloratadine citrate
disodium (5 cases). The control group included 70
patients. There were no statistically significant
differences between the two groups in terms of age,
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gender, ECOG performance status score, treatment line,
tumor stage, proportion of brain/liver metastasis, PD-L1
Tumor Cell Proportion Score (TPS), proportion of
patients receiving combined radiotherapy, and concurrent
medications (glucocorticoids or antibiotics) (P > 0.05).
[Table 1]

Tab.1 Comparison of baseline characteristics between the two
groups [case (%)]

Treatment Control %6

Item group (n=69) group (n=70)  value Pvalue

Age (years, X+s) 66.6+9.4 67.1+£7.7 0.338 0.736
Gender

Male 61 (88.4) 60 (85.7)

Female 8 (11.6) 10 (14.3) 0.223 0.637
ECOG
performance status
score

0-1 point 56 (81.2) 57 (81.4)

2 point 13 (18.8) 13 (18.6) 0.002 368
Treatment line

1 60 (87.00 60 (85.7)

2 5 (1.2 6 (8.6) 0.084 0.959

>3 4 (5.8) 4 (5.
Tumor stage

Stage 111 32 (46.4) 32 (4577

Stage IV 37 (53.6) 38 (54.3) 0.00¢ P
Brain metastasis 6 (8.7) 7 (10.0) 0.700 0.792

Liver metastasis 22 (31.9) 25 (35.7) 0.228 0.633
PD-L1 TPS

<1% 6 (8.7) 5 (7.1
>1% 22 (31.9) 20 (28.6) 0.365 0.833
Unknown 41 (59.4) 45 (64.3)
Combined
radiotherapy
Yes 8 (11.6) 10 (14.3)
No 61 (884) 60 (g5.7) 0223 0637
Concurrent
glucocorticoid use®
Yes 8 (11.6) 10 (14.3) 0.223 0.637
No 61 (88.4) 60 (85.7) ’ '
Concurrent
antibiotic use
Yes 7 (10.1) 6 (8.6)
No 62 (89.9) 64 (91.4) 101 0750

Note: *indicates that single-use glucocorticoids in routine clinical antiemetic
preconditioning regimens are excluded from statistical analysis.

2.2 Efficacy Outcomes

The median follow-up duration was 36.5 months.
The median OS of the treatment group was 19.7 months
(95%CI: 13.7-25.7), which was significantly longer than
16.3 months (95%CI: 13.7-18.7) in the control group
(HR = 0.56, 95%CI: 0.38-0.83, P = 0.018), as shown in
Figure 1A. A total of 120 patients received first-line
treatment, including 60 in the treatment group and 60 in
the control group. The median progression-free survival
(PFS) of the treatment group was 9.4 months (95%CI:
8.1-10.4), which was superior to 7.1 months (95%CI:
6.3-7.6) in the control group (HR = 0.53, 95%CI: 0.36—
0.76, P < 0.01), as shown in Figure 1B. There were no
statistically significant differences in objective response
rate (ORR) (63.3% vs 55.0%, P = 0.353) and disease

control rate (DCR) (91.7% vs 88.3%, P = 0.255) between
the first-line subgroup of the treatment group and the
first-line subgroup of the control group. [Table 2]

2.3 Analysis of safety

The TRAES of the two groups are shown in Table 3.
There were no statistically significant differences in the
incidence of any-grade TRAEs and grade > 3 TRAEs
between the two groups (P>0.05). Hematological
toxicities (neutropenia, thrombocytopenia, anemia) and
fatigue were the most common adverse events in both
groups, with comparable incidence rates between groups.

In terms of irAEs, the overall incidence of any-grade
irAEs was similar between the two groups (60.9% vs
65.7%, P=0.553). The incidence of any-grade pruritus
(26.1% vs 1.4%, P<0.01) and rash (17.4% vs 2.9%,
P=0.004) in the treatment group was significantly higher
than that in the control group. There were no statistically
significant differences in the incidence of other common
irAEs, including elevated aspartate aminotransferase
(AST)/alanine  aminotransferase ~ (ALT),  thyroid
dysfunction, and pneumonitis, between the two groups
(P>0.05). The incidence of grade > 3 irAEs and
permanent discontinuation of immunotherapy due to
irAEs showed no significant difference between the
treatment group and the control group (11.6% vs 21.4%,
P=0.119; 5.8% vs 8.6%, P=0.745).

F . Treatment
group

Control

group
Medium OS (95%CT)

100

Treatment:19.7( 13.7-25.7 )month

s o F Control :16.3(13.7-18.7)month
v P=0.018
: 1 4{} 1 J
0 20 60 80
Time (month ) ®
[ -t Treatment —— Control
100 group group
g Medium PFS (95%cCr)
Treatment: 9.4(8.1-10.4)month
s ‘50: Control: 7.1(6.3-7.6)month
P P<0.001
A :
:I T T AT T T A B B | I |
0 10 20 30

Time (month ) ®

Note: A, OS curves of the treatment group and the control group; B, PFS
curves of the first-line treatment subgroups of the two groups.

Fig.1 Survival curves of the two groups of patients
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Tab.2 Tumor treatment response in first-line therapy subgroups [#=60, case (%)]

Groups CR PR SD PD ORR(%) DCR(%)
First-line subgroup of the treatment group 0 38 (63.3) 17 (28.3) 5 (83) 38 (63.3) 55 91.7)
First-line subgroup of the control group 0 33 (55.00 20 (33.3) 7 (1.7 33 (55.00 51 (88.3)
X’ value 0.862 1.294
P value 0.353 0.255
Tab.3 Treatment-related adverse events [case (%)]
Adverse event Treatment group (n=69) Control group (n=70) x’ value P value
Any-grade TRAEs 65 (942) 68 (97.1) 0.441°
Neutropenia 25 (36.2) 28 (40.0) 0.209 0.647
Anemia 18 (26.1) 20 (28.6) 0.108 0.742
Thrombocytopenia 12 (17.4) 15 (21.4) 0.362 0.547
Fatigue 10 (14.5) 13 (18.6) 0.419 0.518
Grade >3 TRAEs 38 (55.1) 42 (60.0) 0.345 0.557
Any-grade irAEs 42 (60.9) 46 (65.7) 0.351 0.553
Pruritus 18 (26.1) 1 (1.4 17.904 <0.001
Rash 12 (17.4) 2 (2.9 8.104 0.004
Elevated ALT 8 (11.6) 10 (14.3) 0.223 0.637
Elevated AST 7 (10.1) 10 (14.3) 0.555 0.456
Thyroid dysfunction 7 (10.1) 9 (12.9) 0.251 0.616
Pneumonitis 3 (4.3) 6 (8.6) 0.4932
Grade >3 irAEs 8 (11.6) 15 (21.4) 2.434 0.119
Discontinuation due to irAEs 4 (5.8) 6 (8.6) 0.745°

Note: * indicated that Fisher's exact test was used.

3 Discussion

This study explored the effect of concurrent HIRAs
on efficacy and safety in patients with advanced LSCC
receiving PD-1 inhibitor plus chemotherapy via a
retrospective cohort analysis. The results showed that
compared with immunotherapy plus chemotherapy alone,
patients receiving additional HIRAs achieved significant
improvements in OS and PFS in the first-line treatment
subgroup. There were no statistically significant
differences in ORR and DCR between the two groups.
Safety analysis indicated that the addition of HIRAs did
not increase the risk of TRAEs.

In recent years, immune checkpoint inhibitor plus
chemotherapy has become the standard first-line
treatment regimen for advanced LSCC [1-3], yet a
considerable proportion of patients still face primary or
secondary drug resistance. Therefore, exploring strategies
that can reverse the immunosuppressive tumor
microenvironment and enhance the efficacy of
immunotherapy is of important clinical significance.
Previous basic research and clinical retrospective
evidence have found that HIRAs may improve the tumor
immune microenvironment by antagonizing the binding
of histamine to HI receptors, thereby enhancing the
efficacy of PD-1 inhibitors. Histamine can inhibit the
function of macrophages and dendritic cells via HI
receptors, and promote the  aggregation of
myeloid-derived suppressor cells, leading to an
immunosuppressive state [4-6]. HIRAs may reverse this
process and restore T cell-mediated anti-tumor immune
responses. This mechanistic hypothesis is supported by
clinical observations: recent retrospective analyses in
multiple solid tumors have found that concurrent use of
HI1RAs during PD-1 inhibitor treatment is associated with
an improving trend in patients' OS and PFS [14-16].

The results of this study further validate the above
viewpoints. In the overall population, the median OS of
the treatment group was 3.4 months longer than that of
the control group (19.7 months vs 16.3 months), with a
HR of 0.56, which was statistically significant. In the
first-line treatment subgroup, the median PFS of the
treatment group was also significantly superior to that of
the control group (9.4 months vs 7.1 months). These
clinical results are consistent with previous basic and
retrospective research evidence, collectively supporting
the view that HIRAs can enhance the efficacy of
immunotherapy by antagonizing HI receptors and
improving the tumor immune microenvironment [17-19].

In terms of safety, there were no statistically
significant differences in the incidence of any-grade and
grade > 3 TRAEs between the two groups, suggesting
that the combination of HIRAs does not increase the
overall toxicity burden of chemotherapy or PD-1 inhibitor
treatment. It is worth noting that although the incidence
of any-grade pruritus and rash in the treatment group was
significantly higher than that in the control group, this
may be related to the medication indication of HIRAs for
managing allergic symptoms. The incidence of grade > 3
irAEs was numerically lower in the treatment group than
in the control group (11.6% vs 21.4%, P = 0.119). This
observation deserves further attention, but its clinical
significance and correlation with HIRAs need to be
clarified in future studies.

The limitations of this study include its retrospective
design, limited sample size, and potential confounding
factors, which may affect the efficacy assessment. It
should be noted that multiple HIRAs, such as cetirizine,
loratadine, and desloratadine, were used in the treatment
group of this study, with medication indications including
allergy, rash and other causes. The lipophilicity, receptor
selectivity and immunomodulatory activity of different
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drugs may vary, and this heterogeneity may affect the
consistency of efficacy. Due to the limited number of
cases in each subgroup, this study did not perform
subgroup analysis by specific drug type. Future studies
should unify the drug type as much as possible to enhance
the reliability of the conclusions. Despite these limitations,
this study provides preliminary clinical evidence for
"drug repurposing", supporting the potential value of
HIRAs as sensitizers for PD-1 inhibitor therapy. It is
necessary to conduct prospective randomized controlled
trials in the future to further verify the sensitizing effect
of HIRAs in PD-1 inhibitor plus chemotherapy for
advanced LSCC.
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Abstract: Objective To investigate the efficacy and safety of H1 receptor antagonists (HIRAs) combined with
programmed death protein 1(PD-1) inhibitor and chemotherapy for advanced lung squamous cell carcinoma (LSCC) ,
50 as to provide a reference for the clinical treatment of LSCC. Methods A total of 139 patients with stage -1V LSCC
in the First Affiliated Hospital with Nanjing Medical University from January 2020 to September 2022 were
retrospectively enrolled. Sixty-nine patients in the treatment group received H1RAs combined with PD-1 inhibitors
and chemotherapy, while 70 patients in the control group were treated with PD-1 inhibitors plus chemotherapy. All
patients were followed up until June 30, 2025. The overall survival (OS) of the two groups was analyzed, along with
progression-free survival (PFS), objective response rate (ORR) , disease control rate (DCR) in the first-line treatment
subgroup, and the safety profile of the total population. Results There was no statistically significant difference in
baseline data between the two groups (P>0.05). Each group had 60 cases as first-line treatment. The median OS in the
treatment group was significantly longer than that in the control group (19.7 months vs 16.3 months, P=0.018). The
median PFS in the first-line treatment subgroup of the treatment group was also superior to that of the first-line subgroup
of the control group (9.4 months vs 7.1 months, P<0.01). No statistically significant difference was observed in ORR
(63.3% vs 55.0% , x'=0.862, P=0.353) and DCR (91.7% vs 88.3% , x’=1.294, P=0.255) between the first - line

subgroup of treatment group and the first-line subgroup of control group. The incidence rates of treatment-related adverse
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events (TRAEs) of any grade and grade =3 TRAEs showed no statistically significant difference between the two groups

(P>0.05). Conclusion The addition of HIRAs to PD-1 inhibitor plus chemotherapy regimen may bring better survival

benefits to patients with advanced LSCC without increasing the overall incidence of adverse reactions.
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HE5R PD-1 A HGANA T AP RCR S ] 2
5 229 SRR vb B [l B 53 B 2 W, 78 PD-1 40
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EF ARSI i T [l U S 3 i, B ARV
fili HIRAs I3 PD-1 5 AL 7 iR ] LSCC Y
JPROR 4t
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ZHA 2020 4F 1 A 22022 4F 9 A i st BB 4 — i
JREBEBGA R 2 iR 8 I~ IV EIA ] PR K
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FeaZ PD- 1M+ A7 75 58, HAA Sy - 78 PD-1 4l 57
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IR T R R E A . AR A e ER
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— 2124 EEON R RENR LA (135~175 mg/m®) L H
A A2 I (260 mg/m?®) B AZ B 2R 5 W) ISR
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L4 FROHE IR RURE SRR RGN bR v
(Response Evaluation Criteria in Solid Tumors, RECIST)
vIVHEATIEAG o B B TEIRT A (L) S8 U &
(W L ZE RS SR CT) AL | 5 B 2 IR 9T A 9
PEAT— ST ROEA, , R IABAR IR SE TS5
MUk TPRUT RN, 58 42 B f# (complete response,
CR) : I AT 4B AL FNAERL AL % , ELICHT At 5 1
5y O i (partial response, PR) : B kE AT R AN
LRI D =30% ; P I )& (progressive disease, PD) : #
o kb AR SR A S Y e/ IMELE =209 , =t B
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— AN A E kL, SR kL TR R s R AR
(stable disease, SD) : #9554 45 /N K ik PR, 8038 KR
ikPD,

T LN 08, HiE SOy N F T iRiGYr Z H
W, B PR ART Ji PR S BB T i 26 D Y B[] o IR
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sponse rate, ORR) , RIIi5 3] CR A1 PR A9 84 70 B AHF
o T B ] 5 9 9 45 il 2 (disease control rate,
DCR) , f45 55| CR PR LK SD W[ LU il . 42
PEBHE AL A5 1B 7 A A R G247 (treatment-related ad-
verse events, TRAEs ) Fll 6 #H A K 354 (immune-
related adverse events, irAEs) , #R 4§ % UL A B2 o 5
EPEH AR 1E (Common Terminology Criteria for Adverse
Events, CTCAE)v5.0 #4753 4%.
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HH Graphpad Prism 10.6 X /E Kl o 4325748 & L 3]
(%) FR7N , 4 18] FL AR FH x¢ K 36 5% Fisher B A 3275
K3 SR AT GRS, L s 2R , SR HIAMAT
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log-rank 555 . R Cox 1] XU [mT A4S 78 1153 XU
It (hazard ratio, HR) . P<0.05 W Z=RA G 1TE X

2 & R

2.1 BHAZE 139G EN A IBIT
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2 —£8 W41 ORR (63.3% vs 55.0% , P=0.353) Fl DCR
(91.7% vs 88.3%,P=0.255) 225 LGt ¢ Lo W2,
23 EAMWSH WA ENTRAEs W3R 3, {7
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RPTYL ] 22 G148 L (P>0.05) . =39 irAEs
F I irAEs 3 BURBEIR T 2K A2 19 & AR BRI 4
F BB 22 TG00 X (11.6% vs 21.4%, P=0.119;
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FT1 WLLBRERELREE [H1(%) ]

Tab.1 Comparison of baseline characteristics between the two

groups [ case(%) ]

miH AT 6o Hl) KR (T06])  wME PIH
(D, Txs) 66.6+9.4 67.1£7.7 0.338 0.736
51
i 61(88.4) 60(85.7)
0.223 0.637
°© 8(11.6) 10(14.3)
ECOG P4y
0~1%3 56(81.2) 57(81.4)
0.002 0.968
24y 13(18.8) 13(18.6)
1 60(87.0) 60(85.7)
2 5(7.2) 6(8.6) 0.084 0.959
=3 4(5.8) 4(5.7)
Wap:il
K] 32(46.4) 32(45.7)
0.006 0.938
Vi 37(53.6) 38(54.3)
Nk 7% 6(8.7) 7(10.0) 0.700 0.792
5675 22(31.9) 25(35.7) 0.228 0.633
PD-L1 TPS K-
<1% 6(8.7) 5(7.1)
=1% 22(31.9) 20(28.6) 0.365 0.833
A 41(59.4) 45(64.3)
WA YT
= 8(11.6) 10(14.3)
0.223 0.637
w 61(88.4) 60(85.7)
Al PR B R 3%
S 8(11.6) 10(14.3)
0.223 0.637
= 61(88.4) 60(85.7)
i FHAE %R
P 7(10.1) 6(8.6)
0.101 0.750
w 62(89.9) 64(91.4)

T+ FR I PR ML ik T4k P 5 58 v Bl FWE B BT AN ah
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Fig.1 Survival curves of the two groups of patients

R2 —LIBITTALIMRGI T RO [n=60, #1(%) ]
Tab.2 Tumor treatment response in first-line therapy

subgroups  [n=60, case(%) ]

215 CR PR SD PD  ORR(%) DCR(%)

WIT—£ W4 0 38(63.3) 17(28.3) 5(83)  63.3 91.7
%R —£RW4H 0 33(55.0) 20(33.3) 7(11.7) 55.0 88.3

X1a 0.862  1.294
P{H 0353 0.255

R3 IRITHXARSHE  [H1(%) ]

Tab.3 Treatment-related adverse events [case (%) ]

AR BITAL(69 ) XHRRAL(7064])  fE PAE
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fili R 3(4.3) 6(8.6) 0.493"
=34 irAEs 8(11.6) 15(21.4) 2434 0.119
[A irAE {52} 4(5.8) 6(8.6) 0.745*
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