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Network Pharmacological Study on the Mechanism and Clinical Efficacy of Wumei Decoction in Treating
Asthma Zhou Jie, Hu Po, Huang Qing, Wang Xudong. Nantong First People’ s Hospital, Jiangsu, Nantong
226001, China.

[Abstract] Objective: To explore the mechanism of Wumei Decoction (WMD) in treating asthma based on net-
work pharmacology. Methods: TCMSP, OMIM, GeneCards databases were used to screen active compounds and
targets. The String database was used to establish a PPI relationship, and Bioconductor Bio Information Package
was used to perform KEGG pathway enrichment analysis, which were visualized through the Cytoscape 3.7.0 soft-
ware. A total of 70 asthma patients were selected and randomly divided into the control group (treated by a rou-
tine treatment) and the study group (treated by WMD on the basis of routine treatment) ,35 cases in each group.
Inflammatory indicators including interleukin—17(I1L—17) , interleukin—6 (IL-6) , tumor necrosis factor alpha (TNF-
o), ACT scores and safety were compared. Results: 1) A total of 164 key targets such as JUN, MAPK, AKT, and
IL-6 were screened, and 65 key components such as quercetin, kaempferol, stigmasterol, and B-sitosterol were ob-
tained. IL.-17 signaling pathway and TNF signaling pathway might be the key signaling pathways. 2)The levels of
IL-17,1L-6 and TNF-a in the two groups were decreased, and those of the study group was significantly lower
than those of the control group(P <0.05). The ACT scores of the two groups were increased,and that of the study
group was significantly higher than that of the control group(P <0.05)). There was no statistical difference in ad-
verse reactions between the two groups(P>0.05). Conclusion: WMD can down—regulate the expression of targets
such as [L.-17,1L-6 and TNF-a in the IL.-17 signaling pathway through key components such as quercetin, there-
by controlling asthma attacks without obvious adverse reactions.
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