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[ Abstract ] Objective To investigate the expression of endothelial specific molecule 1(ESM1) in head and neck squamous
cell carcinoma (HNSCC) and its clinical significance.~Methods The genomic expression data from the cancer genome atlas
(TCGA) was analyzed to obtain differential expressed., genes and the prognosis value of ESM1 expression in HNSCC. The
fluorescence quantitative RT-PCR (gRT-PCR), was applied to assess the expression of ESM1 in cancer tissue and
pericanceroustissue samples of 49 patients.with HNSCC. Gene set enrichment analysis (GSEA) was performed to identify the
potential signaling pathway of ESM1 involving-in the carcinogenesis of HNSCC. Results A total of 2232 differential expressed
genes(including 928 low—expressed.genes and 1304 high—expressed genes) were identified, among which ESM1 was the signifi—
cantly higher expressed gene in HNSCC. The expression of ESM1 was up-regulated in 49 HNSCC samples compared with nor—
mal controls (P<<0.05). Besides, high expression of ESM1 was associated with disease free survival in HNSCC, and ESM1 expres—
sion was associated with rclinical stages of HNSCC. The disease—free survival in patients with highESM1 expression was longer
than that in patients’withilow ESM1 expression (P<0.05). There was no significant difference in the overall survival between pa-
tients with high-and low ESM1 expression(P >0.05). HNSCC with high expression of ESM1 were mainly enriched in MAPK signal-
ing pathway and TGF- signaling pathway. Subsequent ROC analysis indicated that the area under curve(AUC) of ESM1 expres—
sion for the diagnosis of HNSCC was 0.96, with sensitivity and specificity of 0.918 and 0.939, respectively. Conclusion The ex—
pression.of ESM1 is significantly increased in HNSCC. ESM1 gene might serve as a biomarker for early diagnosis and prognosis
of HNSCC.
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