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Network Pharmacology-based Exploration into the Treatment of Knee Osteoarthritis
with Coix Seed Decoction

CHEN Cai', ZENG Ping®", LIU Jinfu®, QIAN Xiaofen'
1 Graduate School of Guangxi University of Chinese Medicine, Nanning 530299, China;
2 The First Affiliated Hospital of Guangxi University of Chinese Medicine, Nanning 530023, China

Abstract Objective: To analyze the mechanism of Yiyiren Tang (coix seed decoction) in the treatment of
knee osteoarthritis (KOA) using network pharmacology. Methods: Pharmacokinetic parameters of TCMSP was
utilized to screen the potential active ingredients and the targets of action of the decoction with OB=30% and DL>
0.18. DrugBank, GeneCard, OMIM, TTD and PharmGkb databases were applied to screen the genes of KOA
targets; shared target genes of disease and medicine were obtained via Venn diagram of R language software.
Component-target network was constructed via Cytoscape 3.8.0 software. STRING platform was used to build
protein-protein interactions (PPI), the key subnetwork module was obtained via CytoNCA plug-in after the text
file was introduced into Cytoscape. GO and KEGG enrichment analysis of the above intersected genes were
performed via R language software. Results: A total of 168 active ingredients of the medicine have been screened,
including stigmasterol, 8 -stigmasterol, camphor lignin, baicalin, quercetin and daucosterol, involving 232 active
ingredients and 129 shared targets between medicine and disease, and the core targets contained JUN, MAPK3,
and STAT3, MAPKI, TP53, MAPK14, MYC, ESR1, MAPKS, AKTI, RELA, IL-6, TNF and EGFR. GO
enrichment results revealed that the targets were mainly involved in the response of cells to chemical stress,
oxidative stress and lipopolysaccharide. KEGG is mainly enriched in IL-17 signaling pathway and TNF signaling
pathway. Conclusion: The decoction could treat KOA possibly through multiple ingredients, multiple targets and
multiple pathways.

Keywords knee, osteoarthritis; network pharmacology; coix seed decoction; mechanism
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