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Abstract: Objective To explore the action targets of Danhong Injection in preventing and treating pul-
monary fibrosis utilizing network pharmacology and molecular docking technology. Methods Effective com-
ponents of Danshen (Salvia miltiorrhiza) and Honghua (Carthamus tinctorius) were retrieved from the TCMSP
database. The action targets of these components were obtained from the TCMSP database and the Swiss Tar-
getPrediction database. Treatment targets for pulmonary fibrosis were retrieved from the GeneCards database.
After obtaining the intersection of component targets and disease targets, a protein-protein interaction network
(PPI) was constructed using the String database to be analyzed. The R software was used to conduct Gene On-
tology (GO) and Kyoto Encyclopedia of Genes and Genomes (KEGG) pathway analyses. Subsequently, the
AutoDock software was utilized for the molecular docking of core components and targets.  Results A total of
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172 intersecting targets were obtained, GO enrichment analysis revealed potential involvement of the response
to exogenous stimuli, inflammatory response, and negative regulation of apoptosis process in the treatment of
pulmonary fibrosis with Danhong Injection. Furthermore, KEGG enrichment analysis showed that the signa-
ling pathways involved in treating pulmonary fibrosis with Danhong Injection were mainly concentrated in 10
pathways, with lipid and atherosclerosis, AGE-RAGE signaling pathway in diabetic complications, and fluid
shear stress and atherosclerosis being the most critical. The molecular docking results showed that the key
components of Danhong Injection, luteolin and Tanshinone ITA, could match with the core targets EGFR and
SRC. Conclusion

Danhong Injection in treating pulmonary fibrosis were identified, and key pathways for its pharmacological

Through network pharmacology and molecular docking technology. potential targets for

effects were predicted.
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