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Effect of Hovenia Dulcis for Anti — Hepatic Fibrosis Based on Network Pharmacology
Wusiman AIHAITI, Aizezijiang AIERKEN
(Department of Pharmacy,The First Affiliated Hospital of Xinjiang Medical University ,Urumgi,Xinjiang ,China  830054)

Abstract: Objective
Methods
Database and Analysis Platform (TCMSP),and the active component library was constructed. The potential targets of hepatic fibrosis

To investigate the mechanism of Hovenia dulcis for anti — hepatic fibrosis based on network pharmacology.

The active components of Hovenia dulcis were obtained through the Traditional Chinese Medicine Systems Pharmacology

were obtained through the GeneCards and Online Mendelian Inheritance in Man (OMIM). The intersection of liver fibrosis targets
and the active component targets of Hovenia dulcis was obtained by the Venny platform. The component — target network was
constructed by Cytoscape software,and the key components were screened according to node degree value. The common targets were
imported into the String database to construct the protein — protein interaction (PPI) network, and the key target was screened
according to the node degree value. Gene Ontology (GO) function enrichment analysis and Kyoto Encyclopedia of Genes and
Genomes (KEGG) pathway enrichment analysis were conducted through the R language software. Results Seven active components
were obtained, with 183 corresponding targets and 166 common targets with hepatic fibrosis. Six components of Hovenia dulcis such
as quercetin, kaempferol and naringenin were the key components for anti — hepatic fibrosis. PPl network analysis showed that 10
targets such as AKT1,JUN,MAPK3 were the key targets. GO function enrichment analysis mainly involved biological processes such
as metal ion response, drug response and chemical stimulated cell response. KEGG pathway enrichment analysis mainly involved
signal pathways such as tumor necrosis factor (TNF) , interleukin — 17 (IL - 17) , advanced glycation end products and their
receptors (AGE - RAGE). Conclusion
MAPK3 and other targets by quercetin, kaempferol, naringin and other components, and acting on multiple signal pathways such as

TNF,IL - 17 and AGE - RAGE.
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Hovenia dulcis may play an anti — hepatic fibrosis role through acting on AKT1, JUN,
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Tab.1 Active components of Hovenia dulcis

Mol ID Molecule Name 0B(%) DL
MOL002140 perlolyrine 65.95 0.27
MOLO000358 B — sitosterol 36.91 0.75
MOL000422 kaempferol 41. 88 0.24
MOLO004328 naringenin 59.29 0.21
MOL000449 stigmasterol 43.83 0.76
MOL008034 ceanothic acid 73.52 0.77
MOLO000098 quercetin 46. 43 0.28
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Fig.1 Venn diagram of active component — hepatic fibrosis targets
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Fig.2 Active component — target network
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Tab.2 Information of key targets
55 ERA Degree & Ea L e deb Degree {& Ea 4
1 AKT1 51 RAC - a serine / threonine - protein kinase 6 RELA 38 Transcription factor p65
2 JUN 44 Transcription factor AP — 1 7 MAPKI1 38 Mitogen — activated protein kinase 1
3 MAPK3 43 Mitogen - activated protein kinase 3 8 EGFR 37 Epidermal growth factor receptor
4 HSP90AAIL 41 Heat shock protein HSP 90 - o 9 CASP3 37 Caspase -3
5 IL-6 40 Interleukin - 6 10 MYC 33 Myc proto — oncogene protein
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Fig.4 Results of the enrichment analysis
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