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Gene expression profile of knee joint synovial tissue in patients with osteo-
arthritis

SHEN Hong-yan'?,ZHANG Ming-mei' ,CHEN Xing' ,WANG Tao’ ,XIE Qing-yun’, WEI Meng'"
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General Hospital of Western Theater Command ,Chengdu 610083, Sichuan ,China)

[ Abstract] Objective:To analyze the gene expression profile of knee joint synovial tissue in patients with osteoarthritis. Meth-
ods : The microarray data were selected from the common gene chip database,and the differentially expressed genes in synovial tissue of
osteoarthritis patients and normal synovial tissue were screened by GEO2R ,the Gene ontology ( GO) function and Kyoto Encyclopedia
of Genes and Genomes ( KEGG) pathway enrichment analysis of the screened genes were carried out. The protein-protein interaction
(PPI) network was constructed by STRING database and Cytoscape software, which presented the hub genes. Results: A total of two
sets of osteoarthritis gene chip data from databases were included. 131 common DEGs were screened out, including 98 up-regulated
genes and 33 down-regulated genes. GO enrichment analysis revealed that DEGs were mainly enriched in cell adhesion,response to fi-
broblast growth factor stimulation, and intracellular receptor signaling pathways. KEGG pathway demonstrated the inflammatory signaling
pathways involved in DEGs,such as mitogen — activated protein kinase (MAPK) signaling pathway , hypoxia-inducible factor-1 ( HIF-1)
signaling pathway, phosphatidylinositol 3 kinase/protein kinase B ( PI3K/Akt) signaling pathway. The PPI network showed 10 hub
genes. Conclusion : Screening of differentially expressed genes by analyzing the expression profile of OA gene suggests that the patho-
genesis of OA is not only related to cell proliferation, pathological angiogenesis and inflammatory stimulation, but also the result of the
complex interactions between multiple signaling pathways and multiple targets,which can provide reference for further research.

[ Key words] Osteoarthritis ; Differentially expressed genes ; Bioinformatics ; Synovium
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