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Abstract: Objective To investigate the clinical significance of H2A histone family member (H2AX) gene
in human lung adenocarcinoma,and to explore its biological role in lung adenocarcinoma. Methods The tran-
scriptome data of lung adenocarcinoma were downloaded from the Cancer Genome Atlas and Gene Expression
database. The expression of HZAX mRNA in lung adenocarcinoma tissues and adjacent normal lung tissues
was extracted by R 4. 3. 1 software,and the relationship between the expression of H2AX and the clinicopath-
ological parameters of the patients was analyzed. Kaplan-Meier and Cox regression analysis were used to ana-
lyze the prognostic value of H2ZAX gene expression. The expression of H2AX gene in lung adenocarcinoma cell
lines and normal bronchial epithelial cells was verified by quantitative real-time PCR (qPCR). Gene set enrich-
ment analysis, gene ontology enrichment analysis and Kyoto Encyclopedia of Genes and Genomes enrichment
analysis were used to explore the biological role of H2AX gene. Results The expression of HZAX mRNA in
lung adenocarcinoma tissues was significantly higher than that in adjacent normal tissues (P<C0. 001). qPCR
results showed that compared with normal bronchial epithelial cells,the expression levels of H2AX mRNA in
lung adenocarcinoma cell lines A549 and SPC-A1l were significantly increased (P <C0. 05). H2AX expression
was associated with tumor stage (P =0.029) and N stage (P =0. 016). Kaplan-Meier curve analysis showed
that high expression of H2AX was associated with a lower overall survival rate of patients (P<C0.001). Cox
regression analysis showed that H2AX was an independent prognostic factor for lung adenocarcinoma patients
(HR=1.011,95%CI 1.003—1.020,P =0.006). The results of functional enrichment analysis showed that
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H2AX gene was involved in molecular functions such as cell cycle,DNA replication, mismatch repair,and P53

signaling pathway. Conclusion

H2AX gene is highly expressed in human lung adenocarcinoma, which is relat-

ed to the malignant progression of tumor patients. H2ZAX gene can affect the progression of lung adenocarcino-

ma through a variety of pathways,and may be used as a molecular marker for lung adenocarcinoma patients.
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ers; functional enrichment analysis
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