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Abstract

Objective: Combining multiple bioinformatics analyses to screen for hub genes between multiple sclerosis
(MS) and amyotrophic lateral sclerosis (ALS) and to explore the potential relationship between the two diseas-
es from a genetic perspective.

Method: Gene expression datasets were downloaded from the GEO database, differentially expressed genes
(DEGs) were screened using the Limma package in the R software, and GO terminology analysis, KEGG
pathway analysis, protein-protein interaction (PPI), ROC analysis, and qRT-PCR analysis were performed on
the differentially expressed genes.

Result: A total of 2 GEO datasets (GSE108000 and GSE68605) were included, 681 DEGs were present in
MS and 1365 DEGs were available in ALS compared to the normal group, and 66 common DEGs were ob-
served both in MS and ALS, among which the top 10 hub genes were identified to be significantly associated
with MS and ALS. In addition,in order to better supplement clinical diagnosis and treatment, the Enrichr plat-
form was used to detect signature drug molecules for the top 10 hub genes. The diagnostic efficacy of the

first four hub genes was also determined based on ROC analysis as well as qRT-PCR analysis.

DOI:10.3969/.issn.1001-1242.2026.07.010
I H | [E 5 [ RPLE R4 T H (81672249,81972154,82172536)

1

ISR G B AR N SR, 2500125 2 DA S A Be s 3 B

SV R 2T, Lo A EIT A s WO H 9. 2023-12-04

www.rehabi.com.cn

1089



Chinese Journal of Rehabilitation Medicine, Jul. 2026, Vol. 41. No.7

Conclusion: A bioinformatics approach was applied to effectively screen out the hub genes between MS and

ALS, which provided new thoughts for the clinical diagnostic and therapeutic target development.
Author's address Rehabilitation Center, Qilu Hospital of Shandong University, Jinan, Shandong, 250012
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