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Exploring key genes and pathways in multiple

sclerosis using gene expression chips
Huang Fan Tang Yulan Liao Weijing et al
( Dept of Elderly Neurology The First Affiliated Hospital of Guangxi Medical University Guangxi 530021)

Abstract Objective Based on the GSE21942 series of chip data in the GEO database the high-throughput gene
expression in multiple sclerosis( MS) was analyzed to obtain differentially expressed genes( DEGs) and key genes
and pathways related to multiple sclerosis were screened. Methods Using the R language and DAVID STRING
and other methods to carry out GO and KEGG enrichment analysis of DEGs construct and analyze the protein-pro—
tein interaction network. Results FEighty-eight genes were identified as differentially expressed genes of which 76
(86.4%) were upregulated and 12( 13. 6% ) were down-regulated. Pathway analysis found that differential genes
are mainly related to hematopoietic cell lineage B cell receptor signaling pathway Osteoclast differentiation Nitro—
gen metabolism etc. Further analysis screening for core genes such as ALAS2 CA1 SNCA HBB IL8 etc. It
played an important role in biological functions such as heme biosynthesis synaptic transmission neurodegenera—
tive diseases and blood-brain barrier destruction. Conclusion ~ Compared with healthy people the expression of
relevant target genes in MS samples is quite different. These data may provide new insights for MS function and mo—
lecular mechanism research.

Key words multiple sclerosis; gene chip; differentially-expressed genes; biomarkers



