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Mechanism of Fructus polygoni orientalis in treatment of liver
cirrhosis based on network pharmacology
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Abstract: To further investigate the medicinal substance basis of Fructus polygoni orientalis, the mechanism
of action of Fructus polygoni orientalis in the treatment of liver cirrhosis was explored using network pharma-
cology and molecular docking technique. Firstly, using Traditional Chinese Medicine Systems Pharmacology
Database and Analysis Platform (TCMSP), Human Gene Database (GeneCards) ., Protein-Protein Interaction
Networks Function Enrichment Analysis Platform (STRING) to establish the effective component of Fructus
polygoni orientalis-target genes of liver cirrhosis network. the anti-liver cirrhosis mechanism of Fructus
polygoni orientalis was then investigated by GO (gene ontology) and KEGG (Kyoto encyclopedia of genes and
genomes) enrichment analysis of the intersecting genes of Fructus polygoni orientalis and liver cirrhosis,
combined with molecular docking method. The results of the study show that the effective components for the
treatment of liver cirrhosis of the Fructus polygoni orientalis may be p-sitosterol. kaempferol, catechin,
eriodictyol, quercetin, which have the function of protecting the liver, the targets of action may be IL-6,
VEGFA., AKT1, TP53, CXCL8, TNF; Fructus polygoni orientalis is involved in the biological processes of

treating liver cirrhosis, which may include negative regulation of apoptosis, negative regulation of programmed
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cell death, regulation of cell proliferation and so on. The signal pathways related to the treatment of liver cir-

rhosis by Fructus polygoni orientalis may include pathways in cancer, cytokine-cytokine receptor interaction,

toll-like receptor signaling pathway and so on. In addition, the binding energies of quercetin and kaempferol

with AKT1 are similar to those of furosemide. The results of this study may provide a theoretical basis for

subsequent in-depth studies on the mechanism of Fructus polygoni orientalis against liver cirrhosis.
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