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[Abstract] Objective To explore the mechanism of motherwort in the treatment of nerve injury. Methods  The active
components of motherwort were obtained by searching TCMSP and BATMAN-TCM databases. The action targets of candidate
compounds were collected and predicted from TCMSP and SwissTargetPrediction (STP) databases. The target genes corresponding
to the active components of motherwort were obtained by using the standardized database of disease targets (Uniprot). The potential
targets of motherwort in the treatment of nerve injury were obtained by mapping the disease genes of nerve injury with the three
databases of Genecards, DisGenet and OMIM. The network topology analysis software Cytoscape 3.6.0 was used to construct the
action target network of motherwort active components. The protein interaction platform database (STRING) was used to construct
the interaction relationship between action targets. The target protein interaction (PPI) network was constructed by introducing
Cytoscape 3.6.0 software. Through STRING database, GO enrichment analysis and KEGG pathway enrichment analysis were
carried out to analyze the target points of motherwort in the treatment of nerve injury. Results 19 active components were
screened from motherwort, involving 654 action targets, including 426 action targets related to nerve injury and 6 key targets. These
target genes were mainly involved in biological regulation, oxidative stress response and cell communication and other biological
processes. Molecular functions were mainly related to protein binding, ion binding and catalytic reduction. They were enriched
outside the cell membrane. Its mechanism was related to signal pathways such as MAPK, Toll-like receptor, PI3K-Akt, TNF, IL-17,
and apoptosis. Conclusion The active components of motherwort may play a protective role on nerve injury through anti-

inflammation, anti-apoptosis and promoting cell growth.
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