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Abstract: Objective  To investigate the protective effect of IL-18BP on ovarian cancer and the possible
mechanism being regulated. Methods TCGA and GTEx databases were adopted to analyze the correlation
between IL-18BP expression in ovarian cancer and the clinical indicators as well as its effect on prognosis. Cox
proportional hazards regression model was used to analyze the factors affecting the prognosis of patients. GSEA
was adopted to analyze the effect of IL.-18BP on the function of ovarian cancer cells. Pearson analysis was con-
ducted to reveal the correlation between I1.-18BP and PD-L.1 expressions. Results Compared with that of the
normal ovarian tissue, the expression of IL.-18BP in tumor tissue was lower ( P <{0. 05). Kaplan-Meier surviv-
al analysis showed that I1.-18BP was related with the survival rate of patients ( P <{0.05). Multivariate Cox a-
nalysis showed that 11.-18BP was an independent protective factor for prognosis ( HR =0. 75, P <{0. 05),
while age was an independent risk prognostic factor ( HR =1. 02, P <<0. 05). The results of y* test showed
that the expression of IL-18BP was related with tumor stages ( P <C0.05). The expression of IL-18BP was neg-
atively correlated with tumor stages ( P <Z0. 05). GSEA analysis showed that the samples with high expression
of 11.-18BP gene were significantly enriched in the gene sets with apoptosis as well as the gene sets with interac-
ted cytokine receptors ( P <C0. 05, FDR <C0. 05). Pearson analysis showed that there was a significant positive
correlation between PD-1.1 and I1.-18BP expression in ovarian cancer ( R =0. 58, P <{0.05). Conclusion IL-
18BP has protective effect on ovarian cancer, which may be related to the regulation of II.-18 BP expression by
PD-L1.
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