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Abstract : Objective To investigate the effect of CD155 expression on the responsiveness of programmed-
death-1(PD1) immunotherapy in non-small cell lung cancer (NSCLC). Methods A total of 111 patients with
NSCLC who were treated in our hospital from 2014 to 2018 were enrolled in the study,including 69 males and
42 females. CD155 protein levels were characterized using immunohistochemistry (IHC) in pre-treatment
samples from patients with NSCLC receiving PD1 immunotherapy. The efficacy of patients was evaluated,and
there were complete remission (CR), partial remission (PR), stable disease (SD) and progressive disease
(PD). The effect of CD155 expression level on curative effect was analyzed. Progression-free survival (PFS)
and Kaplan-Meier and Cox proportional hazards models assessed the association between CD155 and treatment
response. Comparison of PD] immunotherapy outcomes in tumor CD155 versus PDI.1-negative and PDL1-pos-
itive non-small cell lung cancer. The relationship between immune infiltrating PD1" CD8" T cells and CD155
expression level in non-small cell lung cancer tissues was detected. Results Based on IHC staining levels,
17.12% (19/111) of NSCLC samples were CD155 negative (scored 0+),27.03% (30/111) classified as score
1+ ,and 25.23% (28/111) scored 24 ,30. 63% (34/111) scored 3+. Compared with patients with tumors
with low CD155 expression (scored 0+ ,1-+),patients with high CD155 expression before treatment (scored 2
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+,3+) after PD1 immunotherapy treatment showed higher SD or PD rates and lower CR or PR rates. In ad-
dition,there was a significant association between disease progression within 6 months of PD1 immunotherapy
treatment and high CD155 tumor levels in patients with non-small cell lung cancer. Compared with tumors
with low CD155 expression, patients with tumors with high CD155 expression had a shorter median PFS (P <C
0. 05). Patients whose tumors were PDL1-negative and CD155-expressing had poorer RECIST responses. Pa-
tients treated with PD1 immunotherapy and whose tumors were PDL1-negative and CD155-expressing also
had worse 6-month PFS rates (P <C0. 05) and shorter median PFS (P <C0. 05). In contrast, patients with
PDL1-positive tumors with low CD155 expression had better PFS outcomes. The number of PD1" CD8" T
cells was significantly associated with increased CD155 score. Conclusion The expression level of CD155 is corre-

lated with the number of immune-infiltrating PD1"CD8" T cells in non-small cell lung cancer tissues. Furthermore,

therapies targeting the CD155 pathway may alter the response of NSCLC patients to PD1 immunotherapy.
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