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Abstract
sociated with chronic ITP. Method: The gene expression profile dataset (GSE46922) was downloaded from GEO
database. The DEGs were identified by GEO2R. GO and KEGG pathway enrichment analyses were carried out u-
sing DAVID database. Furthermore, PPI network was constructed by STRING database. Result: Totally 274 up-

Objective: To identify critical genes and pathways in order to unravel the molecular mechanisms as-

regulated genes were identified, which were enriched in biological processes of cytoskeleton organization,actin fila-
ment-based process and actin filament organization. Additionally,496 down-regulated genes were identified, which
demonstrated enrichment in biological processes including action potential, muscle contraction and behavior. Path-
way analysis revealed that the up-regulated DEGs were particularly involved in HIF-1 signaling pathway, while the
down-regulated DEGs were mainly involved in focal adhesion, Rapl signaling pathway and PI3K-Akt signaling
pathway. The top 11 hub genes of PPI network were VEGFA,CCND1,ESR1,MYH14,ERBB2,CDKN3,PVALB,
CDC20,CHEK1,MTOR and CFTR. Conclusion: The present study identified the DEGs and pathways in chronic
ITP by bioinformatics analysis, which might provide novel insights for unraveling pathogenesis of chronic ITP. The
hub genes might serve as biomarkers for diagnosis and prognosis evaluation.

Key words  bioinformatics analysis; chronic pediatric immune thrombocytopenia; differentially expressed
genes; VEGFA
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