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Abstract. Objective To explore the molecular mechanism of herba epimedii in the treatment of glucocorticoid-induced
osteoporosis { GIOP) with network pharmacology. Methods The active ingredients and related targets of herba epimedii were
screened with Traditional Chinese Medicine Systems Pharmacology Database and Analysis Platform ( TCMSP). The disease target of
GIOP was obtained with Used GeneCards database and OMIM database. The drug target was intersected with the GIOP disease target
through R language. The Cytoscape 3. 7. O software was used to construct a network of herba epimedii-active ingredient-GIOP target.
Herba epimedii-GIOP protein-protein interaction ( PPI) network was constructed using the String database. The gene ontology ( GO)
biological function enrichment and Kyoto encyclopedia of genes and genomes ( KEGG) pathway were analyzed using R language.
Results Twenty-three major active ingredient of herba epimedii were obtained through the screening, and a total of 65 GIOP-
related targets were involved. Quercetin, kaempferol, luteolin, and icariin connected with more than 10 related targets, which were

the main components of epimedium in the treatment of GIOP. IL-6, VEGFA, MAPKS8, CASP3, and ESRI were the five most
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frequently linked targets in the interaction of common target protein of epimedium-GIOP, which were the core target genes.

Conclusion Herba epimedii may have the treatment effect on GIOP through prostate cancer pathway, cell apoptosis pathway,

fluid sheer stress and atherosclerosis pathway, TNF signal pathway, and AGE-RAGE signal pathway in diabetes. This provides a

new thought and direction for the study of the mechanism of pharmacodynamics.
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Table 1 Main active components of herba epimedii

Mol ID Molecule Name OB/ (%) DL
MOL001510 24-epicampesterol 37.58 0.71
MOL001645 Linoleyl acetate 42.1 0.2
MOL001771 porilerast-5-en-3beta-ol 36.91 0.75
MOL001792 DFV 32.76 0.18
MOL003044 Chryseriol 35.85 0.27
MOL003542 8-Isopentenyl-kaempferol 38.04 0.39
MOT.000359 sitosterol 36.91 0.75
MOL000422 kaempferol 41. 88 0.24
MOT1.004367 olivil 62.23 0.41
MOL004373 Anhydroicaritin 45.41 0.44

C-Homoerythrinan

MOL004380 1,6-didehydro-3,15, 39.14 0.49
16-trimethoxy-, (3.beta.)-
MOT1.004382 Yinyanghuo A 56. 96 0.77
MOL004384 Yinyanghuo C 45. 67 0.5
MOL004386 Yinyanghuo E 51.63 0.55
6-hydroxy-11, 12-dimethoxy-2, 2-
dimethyl-1, 8-dioxo-2, 3, 4, 8-
MOLO4388 tetrahydro-1H-isochromeno [ 3, 4- 60. 64 0.66
h ] isoquinolin-2-ium
MoLogzgr o methylbut-2-enyl) - 48.54 0.5
2-phenyl-chromone
MOT.004394 Anhydr01ce?rllln—3—0-alpha— 4158 0.61
L-rhamnoside
1,2-bis (4-hydroxy-
MOL004396 3-methoxyphenyl) 52.31 0.22
propan-1,3-diol
MOL004425 leariin 41.58 0.61
MOL004427 Icariside A7 31.91 0.86
MOTL.000006 luteolin 36. 16 0.25
MOL000622 Magnograndiolide 63.71 0.19
MOL000098 quercetin 46.43 0.28
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