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Abstract: Objective To analyze the relationship between chronic obstructive pulmonary disease (COPD) and osteoporosis (OP) by bioinformatics.
Methods The disease gene targets of COPD and OP were identified in Genecards, OMIM, DRUGBANK and other databases, and the obtained
targets were aggregated, screened and de—duplicated to obtain the final gene targets of the two groups of diseases, respectively. The final gene targets
of the two groups were intersected, and the common gene targets were imported into the STRING database to construct a protein interaction (PPI)
network diagram. The tsv format PPI network was downloaded and imported into Cytoscape 3.9.1 software. The top 20 target genes of Degree were
screened by the plug—in cytoHubba. GO and KEGG enrichment analysis of the common target genes of the two diseases was performed using the
DAVID database.Results A total of 393 COPD-related genes and 1389 OP-related genes were screened out, and 172 common target genes were
obtained after intersection. According to the PPI network diagram, STAT3, IL6, AKT1, CTNNBI, IL10, MAPK1, IL17 and TNF were the common
key target genes of COPD and OP. GO enrichment was mainly related to estrogen metabolism, inflammatory response, cell response to hypoxia,
immune response and aging. KEGG signaling pathways included JAK -STAT signaling pathway, HIF -1 signaling pathway and IL-17 signaling
pathway.Conclusion Through the common key genes and signaling pathways involved in COPD and OP, it provides a theoretical basis for

understanding the correlation between the two diseases and for subsequent related research.
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