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[ Abstract 1 Objective To explore the possible targets and mechanism of
shenmai injection for COVID-19 and myocarditis. Methods By using network
pharmacology, the main active components and target genes of shenmai injection
were screened by TCMSP and TCMIP platform. The main target genes for COVID-19
and myocarditis were screened by GeneCards database and OMIM database. R
software was used to predict the key targets of shenmai injection intervention on
COVID-19 and myocarditis. Cytoscape3.6.0 software was used to construct a
"drug-components-targets-diseases" network map. The obtained target genes were
analyzed by the String database for protein interaction network analysis, and the R
software was used to analyze the GO function and KEGG pathway of the intersection
genes. Results 17 targets of shenmai injection in treatment of COVID-19 and
myocarditis were screened. The GO analysis revealed 42 statistically significant (p
<0.05) biological processes, KEGG analysis yielded 154 signal pathways. Conclusion
This study explored the effective components of shenmai injection for COVID-19 and
myocarditis, and predicted that it mainly regulates immune function through potential
targets such as BCL2, MAPK3, IL6, and other potential targets, and regulate signal
pathways such as TNF and IL-17, revealing the multi-level, multi-target and
multi-channel mechanism of shenmai injection. This study laid a foundation for
clinical application and further exploration of its mechanism.
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