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[Abstract] Objective To investigate the potential mechanism of astragaloside [V (AS-1V) in the treat-
ment of nonalcoholic fatty liver disease (NAFLD) based on network pharmacology. Methods The potential
targets of AS-IV were predicted by PharmMapper, Swiss-Target-Prediction, HERBs, TCMSP,ETCM databas-
es until June 2022,and the disease targets of NAFLD were searched in Genecards and OMIM databases. The
potential targets of AS-IV in the treatment of NAFLD were obtained by Cytoscape software,and PPI maps of
targets were drawn by String. Furthermore, the function annotation analysis of gene ontology and the enrich-
ment analysis of signal transduction pathway in Kyoto encyclopedia of genes and genomics were carried out.
Results AS-IV may work on protein kinase B serine/threonine kinase 1,vascular endothelial growth factor A,
epidermal growth factor receptor,nitric oxide synthase 3,estrogen receptor 1,caspase 3, mammalian target of
rapamycin, peroxisome proliferator-activated receptor-yY and other 32 targets, and futher regulated cyclic
guanosine phosphate-protein kinase G, mammalian rapamycin protein, insulin resistance, adenylate-activated
protein kinase, mitogen-activated protein kinase, phosphoinositide-3 kinase-protein kinase B and other signa-

ling pathways,exerted negative cell death regulation, cell signal transduction, positive molecular function regu-
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lation,and inhibited oxidative stress response and other biological functions. It could inhibit the inflammatory

reaction,oxidative stress and insulin resistance in the pathogenesis of NAFLD. Conclusion AS-[V can play a

role in the treatment of NAFLD through multiple targets and pathways,which may be a potential therapeutic

drug for NAFLD.
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