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Exploring the Mechanism of Shikonin for liver injury based Network pharmacology
Yuchen Ji Yuanfeng Liang Xue Chen Haodong Geng Lei Ma Dandan Liang'
Xinjiang Second Medical College Karamay

[Abstract] Objective: Based on Network pharmacology to explore the Mechanism of Shikonin for treating liver
injury. Methods: The relevant targets of shikonin were searched by using Traditional Chinese Medicine Systems
Pharmacology (TCMSP) and Pharm—Mapper, and the retrieved targets were standardized in the UniProt protein
database. The effective targets of liver injury were obtained from the OMIM and GeneCards databases. The
intersection targets obtained through the Venny platform were used as the targets for shikonin treatment of liver
injury. The shikonin—liver injury intersection target network and protein—protein interaction (PPI) network diagram
were constructed using Cytoscape 3.7.0 software and the String database. The DAVID database was used to perform
gene ontology (GO) enrichment analysis and Kyoto Encyclopedia of Genes and Genomes (KEGG) enrichment
analysis on the key targets, elucidating the action pathways and molecular mechanisms of shikonin in improving liver
injury. Results: Through the TCMSP and Pharm—Mapper databases, 289 shikonin targets were obtained, and 9707
liver injury targets were screened from the OMIM and GeneCards databases. 252 co—expression targets of shikonin
and liver injury were found through the Venny platform. In the PPI network diagram, 10 core targets such as AKT1,
EGFR, ESR1, and CASP3 were identified as key targets. Through GO enrichment and KEGG pathway analysis, the
main pathways involved were endocrine and metabolic pathways, cancer pathways, PI3K—Akt signaling pathway,
Ras signaling pathway, and MAPK signaling pathway. Conclusion: Shikonin can improve liver injury through
targeting multiple targets and pathways such as AKT1, EGFR, ESR 1, and CASP3.
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