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Transcriptome analysis of immune genes in the peripheral blood
in patients with Brucella infection
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Abstract: This study aimed to explore the key dysfunctional immune genes and molecular mechanisms of brucellosis by u-
sing bioinformatics analysis. Whole blood transcriptome expression data from patients with brucellosis were acquired from
GSE69597. Differentially expressed genes (DEGs) between patients with brucellosis and controls were screened through differ-
ential analysis, and immune related gene sets (immune-DEGs) in the DEGs were called with the immport database. Enrichment
analysis of immune-DEGs was performed with the enirchr online enrichment tool. To construct a protein-protein interaction
(PPD network of immune-DEGs and identify the highly interconnected core (hub) genes in the network, we used qRT-PCR to
verify the expression of the hub genes, and we plotted ROC curves of the hub genes. The scoring of immune cells in patients
with brucellosis was evaluated with the ssGSEA algorithm, and the levels of immune cells in blood samples were detected by
flow cytometry. A total of 390 immune-DEGs were obtained, and the T cell receptor signaling pathway and Th17 cell differen-
tiation were found in the enrichment results. Among the ten hub genes, IFNG and TNF had significantly higher expression in
the Brucella group. The ROC curves indicated a good diagnostic value of IFNG for brucellosis. In addition, activated CD, T

cells, effector CD, T cells, effector memory CDg T cells and type 2 T helper cytokines were significantly elevated in patients

with Brucella. Flow cytometry analysis identified higher

B K #FEHFHE4LNo. WWJWY-202020) proportions of Th2 and Th17 cells, and lower proportions of Thl
% — 1% : 8% & . Email: 26822965@qq.com; and Treg cells, in the peripheral blood in patients with brucellosis

ORCID: 0000-0002-1164-9775 than healthy controls. The results of this study not only improve
FERM:LEFTARER FEARM.EF  831100; understanding of the immune response after Brucella infection but

2EMFRFREFRE —MEER. 57T 832000 also provide directions for the diagnosis and treatment of brucello-
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