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Expression and significance of GTSE1 gene in lung adenocarcinoma based on TCGA database

GAO Zhou-yong,ZHANG Wen-cheng, WANG Guang—shun

(Department of Oncology, Baodi Clinical Medical College, Tianjin Medical University, Tianjin 301800, China )

Abstract Objective: To explore the expression of G2 and S phase—expressed protein 1(GTSEL) in lung adenocarcinoma and its effect on
prognosis. Methods: The expression profile data and clinical information of patients with lung adenocarcinoma were downloaded from the
Cancer Genome Atlas(TCGA ) database to analyze the correlation between GTSE1 expression and clinical indicator information and its
influence on prognosis, and Cox proportional hazard regression model was used to analyze the factors affecting the prognosis of patients.
Immunohistochemistry was used to detect GTSE1 expression in 14 lung adenocarcinoma tumor tissues and 13 adjacent tissues. Gene set
enrichment analysis(GSEA ) was used to predict the relevant pathways that GTSE1 might participate in and regulate lung adenocarcinoma.
Results: In the TCGA database, GTSE1 gene expression in tumor tissue samples was obviously higher than that of normal tissue (1=18.165,
P<0.01), and the expression and tumor grade (3>=17.543,P=0.001), T(x*=8.825,P=0.032) and N stage (y*=12.138,P=0.001) had a
significant correlation. The overall survival of patients with high expression of GTSE1 was significantly lower than that of patients with low
expression of GTSE1(y*=22.663, P<0.05). Single factor analysis of Cox suggested tumor grade(HR=1.56,95%CI:1.33~1.83 ), TNM staging
(T:HR=1.60,95%CI:1.31~1.95;N: HR=1.70,95%CI: 1.40~2.06 ;M : HR=1.83,95%CI:1.03~3.25) and GTSE1 expression( HR=2.32, 95%
CI:1.62~3.30) affected the patient’s overall survival (all P<0.05). Multi—factors Cox analysis indicated that T stage (HR=1.646,95%CI :
1.038~2.610, P=0.034) and GTSE1 expression( HR=1.830,95%CI:1.269~2.637,P<0.05) were independent risk factors for overall
survival of patients with lung adenocarcinoma. The samples with high GTSE1 gene expression were concentrated in 9 pathway genes
including cell cycle and p53 signaling pathway( P<0.05, FDR<0.01 ). Conclusion : GTSE! is highly expressed in the tumor tissues of
patients with lung adenocarcinoma, and is an independent prognostic factor for patients with lung adenocarcinoma.
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