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mRNA analysis of peripheral blood monocytes in patients with IgA nephropathy
and with membranous nephropathy

LIANG Shuang, FAN Kui®, ZHANG Yan, XIE Yangmei
( Department of Nephrology, Santai People’s Hospital of Sichuan Province, Mianyang 621100, Sichuan, China)

Abstract : In order to select blood specified markers for diagnosis and identification of IgA nephropathy (IgAN) and
membranous nephropathy ( MN) , transcriptome expression profile data set of peripheral blood mononuclear cells
(PBMCs) collected from patients with IgAN and MN was obtained from public database and then analyzed, which
provides convenient and reliable basis for diagnosis and identification. Chip data set of patients with IgAN (n=15)
and MN (n=8) was downloaded from Gene Expression Omnibus ( GEO), from which the first 250 differentially
expressed genes (DEGs) were screened out. Gene Ontology ( GO) enrichment analysis, Kyoto Encyclopedia of
Gene and Genome (KEGG) pathway analysis, and Protein-Protein Interaction ( PPI) analysis were conducted to
further understand DEGs by analyzing and screening key genes and pathways. A total of 75 significant GENES were
selected , including 73 up-regulated genes and 2 down-regulated genes. Biological process (BP) of GO enrichment
analysis mainly involved protein transport, endosome to lysosome transport, chemokine-mediated signaling
pathway, and so on. Endocytosis and Hepatitis B related signaling pathways were based on KEGG pathway analysis
of significantly enriched DEGs. Key genes such as EPS15, STAT4, CCL2, SUN2, SEC24C, SEC31A, GOLGRB1,
F2R, RAB12, and PTK2B were screened out by PPI. Therefore ,the core DEGs which were successfully selected in
this study provide not only convenient and reliable additional evidence for the diagnosis and identification of IgAN
and MN, but also potential therapeutic targets.
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Fig.2 Heatmap and volcano map of the DEGs
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