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[Abstract] Objective This study investigated the expression levels of CXCL chemokines in head and neck cancer and
their value as diagnostic and prognostic markers. Methods Public databases were used in the analysis of various abnor-
mally expressed CXCL factors in head and neck cancer and their correlation with the poor prognoses of patients with
head and neck cancer, and the correlation between CXCL family and immune factor infiltration was determined. Results
Compared with normal tissues, CXCL is differentially expressed in head and neck squamous cell carcinoma (HNSCC) tis-
sues and pathological stages, and it is closely related to long overall survival (OS) and immune cell infiltration in patients
with HNSCC. CXCL chemokine gene function in HNSCC is mainly concentrated in chemokine activity. The KEGG path-
way is mainly concentrated in cytokine—cytokine receptor interaction, and the CXCL family has a certain mutation rate in
HNSCC. Conclusion Tumor bioinformatics analysis showed that the expression levels of the CXCL family in HNSCC

tissues are different from those in normal tissues and

correlated with immune cell infiltration and tumor prog-
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Expression pattern of input genes in head and neck

squamous cell carcinoma (HNSCC)
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Fig 1 The mRNA expression level heatmap of CXCL chemokines in HNSCC and normal head and neck tissues
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Fig 2 The mRNA expression levels of CXCL chemokines in HNSCC patients and normal head and neck tissues
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Fig 4 Prognostic value of different CXCL chemokines in HNSCC patients
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