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Abstract: Objective To reveal the expression and prognosis of CCL 18 in 33 cancer types and its associa-
tion with immune cell infiltration through multi-database analysis. = Methods The expression pattern of
CCL 18 in pan-cancer was analyzed using the GTEx database, CCLE database and TCGA database. Univariate
Cox regression was used to analyze the survival and prognosis of CCL 18 in pan-cancer. The relationship be-
tween CCL 18 and the immune microenvironment was analyzed by TIMER 2. 0 database. Moreover, the study
examined the correlation between CCL 18 and immune checkpoint gene expression profiles, DNA mismatch re-
pair genes (MMRs) and methyltransferase coding genes. Spearman correlation was used to analyze the rela-

tionship between CCL 18 expression levels and tumor mutation burden (TMB) and microsatellite instability
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lated to clinical parameters such as age, gender, tumor stage and immune subtype. Univariate regression anal-

Results The study found that CCL 18 was abnormally overexpressed in most cancers and closely re-

ysis showed that CCL 18 expression was significantly associated with poor prognosis in ACC, DLBC, LAML,
UVM, CESC, and LGG. Additionally, CCL 18 expression showed positive correlations with 28 immune cell
subtypes, immune-related pathways, and tumor microenvironment in most cancers. Then, it was found that
CCL 18 was co-expressed with major histocompatibility complex, immune activators, immunosuppressants,
chemokines, and chemokine receptor-related genes. In addition, CCL 18 was significantly associated with tumor
neoantigens, tumor mutation load, microsatellite instability, and the expression of genes associated with im-
mune checkpoints, mismatch repair, and DNA methyltransferase in various cancers. GSEA analysis showed

that CCL 18 expression was significantly enriched in several cancer-related and immune-related pathways in most

tumors.  Conclusion
er prognosis and immune infiltration.
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The findings suggest that CCL 18 may serve as a potential molecular biomarker for canc-
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Spearman correlation analysis of CCL18 and Immunoinhibitor
from the The Cancer Genome Atlas database
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from the The Cancer Genome Atlas database
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