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Abstract

Objective: Pyroptosis is an important inflammatory process associated with Alzheimer’s disease (AD).
On the basis of previous studies, this study aims to further screen and identify the potential biological
targets of pyroptosis in AD. Material Method: Firstly, the mRNA expression profile dataset GSE5281 was
screened from the Gene Expression Omnibus database, and the potential differentially expressed
genes related to Alzheimer’s disease and pyroptosis were analyzed by R software (version 4.0.0). Sub-
sequently, the selected candidate genes were subjected to protein-protein interaction analysis, Gene
Ontology enrichment analysis, and Kyoto Encyclopedia of Genes and Genomes pathway enrichment
analysis. Finally, according to the ranking of hub genes, the possible potential target genes were
screened out. Result: Differential analysis identified 768 potential AD targets. Through the open pyrop-
tosis database, we further screened 76 differentially expressed genes related to pyroptosis. The pro-
tein-protein interaction network showed that the vast majority of candidate targets had close interac-
tions. The core hub genes in the network were screened out. Conclusion: Our study identified 76 differ-
entially expressed genes potentially involved in pyroptosis in AD. The top 10 hub genes (SOD1, YWHAB,
TUBB4B, TUBB, TUBA1C, GJA1, GAPDH, HSP90AB1, HSPA8 and YWHAZ) were summarized by protein-
protein interaction network. The results of this study may contribute to further understanding of the
pathogenesis of AD and guide treatment.
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Figure 1. Differential analysis of GSE5281
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Figure 2. Intersection venn diagram of differentially expressed genes and pyroptosis database in Alzheimer’s disease
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Figure 3. Bubble plot of functional enrichment analysis of pyroptosis-related genes in Alzheimer’s disease
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Figure 4. Grid of PPI interactions for all pyroptosis-related genes in AD
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