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Bioinformatics Analysis of the Molecular Mechanism of Postmenopausal Osteoporosis with
Kidney—yang Deficiency and the Targeted Treatment Mechanism of Epimedium Herb
JIANG Jun,MAO Guo—-qing
(Department of Orthopedics,Affiliated Hospital of Nanjing University of Chinese Medicine,Nanjing 210000,Jiangsu,China)

Abstract: Objective To explore the molecular mechanism of postmenopausal osteoporosis with kidney—yang deficiency and the therapeutic target of
epimedium herb based on bioinformatics methods.Methods The differential genes between postmenopausal osteoporosis patients with kidney-yang
deficiency and healthy people were excavated by GEO, and the targets of postmenopausal osteoporosis were predicted by GeneCards and OMIM. The
protein interaction network was constructed by String, and DAVID was used for enrichment analysis. Molecular docking was used to predict the target
of epimedium herb in the treatment of osteoporosis with kidney-yang deficiency.Results A total of 509 differential genes were obtained, including
313 down-regulated genes and 196 up—regulated genes; 1187 targets for postmenopausal osteoporosis, and 48 targets for postmenopausal osteoporosis
of kidney—yang deficiency were screened. GO enrichment analysis showed that these targets were mainly involved in biological processes such as cell
proliferation and cell migration. The differential genes in KEGG signaling pathway were mainly enriched in PI3K-Akt signaling pathway and Th17
cell differentiation. Molecular docking showed that quercetin, luteolin and kaempferol could act on core proteins such as EGF, CRP and FOS.
Conclusion Postmenopausal osteoporosis with kidney —yang deficiency may be mainly regulated by PI3K —Akt signaling pathway, Th17 cell
differentiation and other signaling pathways. Epimedium herb may target EGF, CRP and other proteins to regulate bone metabolism through PI3K-Akt
and Th17 cell differentiation signaling pathways, so as to prevent and treat postmenopausal osteoporosis with kidney—yang deficiency.
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