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Screening of PTCL-NOS Key Genes and Therapeutic Drugs Based on Bioinformatics Methods
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Abstract: Objective To analyze the different expression genes and signal pathways of peripheral T—cell lymphoma, not otherwise specified (PTCL-
NOS), and to predict the drugs that may have therapeutic effect on PTCL-NOS, in order to provide clues for future research.Methods The gene data
set GSE132550 was downloaded from the gene database (GEO), and the differential genes were obtained by using R language software and its
additional package. The differential genes were uploaded to the online database for gene enrichment analysis, and the protein interaction network was
constructed. Cytoscape software was used for key gene screening, and DGIdb database was used for drug prediction for key genes.Results A total of
1139 differentially expressed genes were obtained, including 670 up-regulated genes and 469 down-regulated genes. The differential genes in the
KEGG signaling pathway were mainly enriched in the PI3K-AKT signaling pathway, the extracellular matrix receptor interaction pathway and the
Amiba disease—related signaling pathway. The differential genes in BP annotation mainly existed in extracellular matrix tissues, extracellular structure
tissues and cell junctional components; the differential genes in CC annotation mainly involve the components of collagen —extracellular matrix,
basement membrane and collagen trimer; the differential genes in MF annotation were closely related to the structural components of extracellular
matrix, growth factor binding and collagen binding. Differential genes were mainly included in G protein —coupled receptor signaling pathway,
extracellular region and plasma membrane; drug—gene interaction analysis showed that 105 drugs (including 90 drugs for ADRA2A) targeted 9 specific
genes (ADRA2A, S1PR1, S1PR3, S1PR4, CP, FN1, APOE, SERPINAI, C3).Conclusion PI3K-Akt signaling pathway may become a potential clinical
intervention target of PTCL-NOS. Fingolimod, siponimod, and other drugs may provide a new direction for the treatment of PTCL-NOS.

Key words: Peripheral T—cell lymphoma, not otherwise specified;Differential genes;Drug screening;PI3K—-AKT signaling pathway;Fingomod;Siponimo
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