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Identification of keygenes and pathwaysoftamoxifen—resistancein breast cancer

CHAI Ci-man, YANG Shao-shi
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Abstract Objective: To screen and explore the candidate genes and the molecular signaling pathwaysoftamoxifen resistance in ER -
positive breast cancerbased on the Gene Expression Omnibus (GEO). Methods: Differentially expressed genes (DEGs) were identified in
tamoxifen —sensitive samples and were compared with tamoxifen —resistance samples based on the microarray GSE26459usingthe R
software,and then were subjected togene ontology enrichment analysisand pathway enrichment analysis by DAVID database. In addition, we
analyzed the protein protein interaction(PPI) network of DEGs with Search Tool for the Retrieval of Interacting Genes (STRING) database.
Western—blot verified the expression of the candidate gene. Results: There were 1 516 DEGs between in tamoxifen—sensitive and resistance
breast cancer, which contained 505up-regulated and 624 down-regulated genes. GO categories andKEGG analysis showed DEGs were
mainly enriched inFatty acid metabolism,cell adhesion, and insulin resistance pathways. ACSL1 might be the key gene in the enriched

pathways. Conclusion: The study may provide some basis of for treatment of tamoxifen—resistance breast cancerby bioinformatics analysis.
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Fig 1 Heat map of DEGs expression in tamoxifen—resistance group
and tamoxifen—sensitive group
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enrichment analysis
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in GEPIA database
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