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Abstract: Objective To investigate the potential targets and mechanisms of licorice in the treatment of
Helicobacter pylori (Hp) infection based on network pharmacology. Methods Effective components and tar-
gets of licorice were screened using the computational Laboratory of Systems Pharmacology and analysis plat-
form. Relevant targets for the treatment of Hp infection by licorice were identified through databases such as

TCMSP, GeneCards, DisGeNET, TTD, DrugBank, and GAD. Cytoscape software was utilized to construct
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the relationship network between the effective components and targets of licorice. Gene Ontology (GO) enrich-
ment analysis and Kyoto Encyclopedia of Genes and Genomes (KEGG) pathway analysis were performed on the
effective target genes of licorice in Hp using the Database for Annotation, Visualization, and Integrated Discov-

ery (DAVID). Results

licorice were screened, targeting 124 targets relevant to Hp. The key targets primarily include prostaglandin-

Based on oral bioavailability and drug-likeness criteria, 92 effective components of

endoperoxide synthase 1 (PTGS1), peroxisome proliferator-activated receptor gamma (PPAR-Y), prostaglan-
din-endoperoxide synthase 2 (PTGS2), heat shock protein 90 alpha family B member 1 (HSP90AB1), and ser-
ine protease 1 (PRSS1). The primary biological processes involve positive regulation of transcription from
RNA polymerase [l promoter, cytokine-mediated signaling pathway., positive regulation of gene expression,
and negative regulation of apoptotic process. The key signaling pathways involve epithelial cell pathways, path-
ways in cancer, lipids and atherosclerosis, Kaposi sarcoma-associated herpesvirus infection, fluid shear stress
and atherosclerosis and hepatitis B.  Conclusion Licorice may exert its therapeutic effects on Hp primarily
through anti-inflammatory effects, scavenging of oxygen free radicals, and regulation of the apoptotic process.

licorice; Helicobacter pylori; network pharmacology; molecular mechanism
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