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Abstract: To explore the differentially expressed genes (DEGs) and the construction networks of septic shock and
SIRS and to screen potential coregenes, relevant gene expression profiles of GSE26378 were downloaded from the
GEO database. The data can be divided into 29 septic shock samples and 29 SIRS samples. By the online software
GCBI, standardization and differential gene screening, differential gene GO analysis, KEGG functional pathway
analysis, gene signal network analysis, and differential gene co-expression network analysis were carried out.
Results showed that a total of 1 456 genes in the two groups were identified as DEGs ( P<0.05). Compared with the
SIRS group, there were 859 down-regulated genes and 597 up-regulated genes in septic shock group. GO
enrichment analysis showed that the DEGs were mainly involved in cell cycle, cell immunity, and cell metabolism.
KEGG functional pathway analysis showed that the DEGs were mainly involved in MAPK signaling pathway, P53
signaling pathway, Wnt signaling pathway, apoptosis signaling pathway, cell cycle receptor signaling pathway, and
other signal pathways. Co-expression analysis showed that CCNB1, NUSAP1, OIP5, SHCBP1, ZWINT, TOP2A,
and DLGAPS were located in the central part of the network. Gene signal network analysis showed that PLCB1,
PIK3CA, STAT3, CAMK2D, STAT3, and PIK3CA were located at the core of the network. Microarray analysis is
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helpful to detect the transcriptional changes of peripheral blood mononuclear cells in children with septic shock or

SIRS, and bioinformatics network analysis helps to identify potential targets.
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Fig.5 Gene signal network
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