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Identification of hub genes related to neuroinflammation of sporadic Creutzfeldt —Jakob disease by

integrated bioinformatics analysis

CHENG Ya-Jing, LIU Ying, WANG Fei

(Department of Neurology, The General Hospital , Tianjin Medical University, Tianjin 300052, China)

Abstract Objective: To investigate the key genes related to neuroinflammation of sporadic Creutzfeldt—Jakob disease(SCJD ). Methods:
GEO2R was used to screen the differentially expressed genes(DEGs ) between SCJD brain tissue (n=27) and normal brain tissue(n=20)
from the GSE160208 dataset,and functional enrichment analysis of DEGs was performed using "cluster Profiler" and "DOSE" packages
in the R language. Then,a protein —protein interaction (PPI) network of the DEGs was established by the STRING database and
Cytoscape to screen key genes. The GSE124571 dataset was used to verify the expression of key genes,and ROC curves of key genes
were drawn to identify hub genes of SCJD. Results: The results of enrichment analysis of 127 DEGs suggest that DEGs were related to
phagosome ,neuclear factor —kB signal pathway and B cell receptor signal pathway. After constructing of PPl network, verifying of
GSE124571 dataset and drawing ROC curves, TLR2,C1QA ,ITGAM,and C3AR1 are highly expressed in SCJD (¢=2.12,3.197,3.107,
3.284,all P<0.05) and had highly diagnostic efficiency for SCJD (area under curve>0.9),so they were selected as hub genes of SCJD.
Conclusion: TLR2,C1QA,ITGAM and C3ARI1 play key roles in SCJD and can be used as hub genes related to neuroinflammation in the
development of SCJD.
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Fig1 Visual analysis of differentially expressed genes
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Fig 2 Functional enrichmentanalysis of differentially expressed genes
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