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The mechanism of gingko leaf intervention in diabetic cardiomyopathy based on network pharmacology
and molecular docking
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Abstract Objective: To study the mechanism of ginkgo leaf in the treatment of diabetic cardiomyopathy by network pharmacology.
Methods: The main components of ginkgo leaf were searched in the Traditional Chinese Medicine Pharmacology Database and Analysis
Platform(TCMSP) , and the potential targets of diabetic cardiomyopathy were screened by GeneCard , OMIM and Disgenet databases. The
common targets of ginkgo leaf and diabetic cardiomyopathy were obtained by Venn diagram. The STRING protein interaction platform
was imported to construct the PPI interaction network diagram. Topological analysis was carried out on the interaction diagram using
Cytoscape software , and core intersection targets were screened. GO and KEGG enrichment analysis of intersection targets was performed
using DAVID online database. Finally, molecular docking of some key targets and their corresponding compounds was performed to
further verify the core target of ginkgo leaf in the intervention of diabetic cardiomyopathy. Results: There were 91 intersection targets
between ginkgo leaf and diabetic cardiomyopathy. Topological analysis showed that protein kinase B1 (Aktl),tumor necrosis factor
(TNF ), interleukin—-6 (1L—6) , vascular endothelial growth factor A(VEGFA ) and interleukin—1heta(IL-1B) were the core targets of
ginkgo leaf in the treatment of diabetic cardiomyopathy. KEGG pathway enrichment analysis showed that the pathway of ginkgo leaf on
diabetic cardiomyopathy involved AGEs-RAGE signaling pathway, lipid and atherosclerosis,IL—-17 signaling pathway, TNF signaling
pathway , HIF-1 signaling pathway and so on in diabetes complications. Conclusion: Ginkgo leaf may reduce inflammation and oxidative
stress levels by acting on Aktl, TNF,IL-6, VEGFA,IL-1B and other targets, and inhibit myocardial apoptosis.
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