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Study of Yangxin Tongmai Formula on Coronary Heart Disease Based on Network Pharmacology

ZHU Ziming' ZHENG Jinghui® TANG Youming’ XU Wenhua' WU Yanhong' LUO Wei'
(1. Guangxi University of Chinese Medicine Nanning 530001 Guangxi China;
2. Ruikang Hospital Affiliated to Guangxi University of Chinese Medicine Nanning 530011 Guangxi China)

Abstract: Objective: To predict the potential theraputic mechanism of Yangxin Tongmai Formula ( YTF) on coronary heart
disease ( CHD) using network pharmacology. Methods: Drugs and targets analysis databases were used to screen the bioactive
components in YTF based on ADME characteristics and predict their corresponding targets. Meanwhile the CHD highly related
targets were obtained from Genecards database. Based on the common targets of CHD and YTF target the protein — protein inter—
action( PPI) network and target — pathway network were constructed for a futher bioinformatics analysis. Results: After analyzing 62

compounds 99 protein targets and 20 common targets related to CHD( accounting for 25% of the target of YTF compound) bioin—
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formatics result showed that a total of 55 biological processes and 39 pathways were significantly enriched( P <0. 05) . This results

partially agreed with the previous studies of YTF in the efficacy and mechanism. Conclusion: Through constructing a multi — di-

mensional regulatory network based on the network pharmacology this study initially revealed the mechanism of YTF on CHD and

provided a theoretical basis for a futher clinical application.
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15 MTHFR Methylenetetrahydrofolate Reductase 64 54.94 KEGG Net—
ATP Binding Cassette Subfamily A work Specificity Medium KappaScore 0.4
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5 GO
GeneRatio
Category Term Count P Value
(%)
o positive regulation of nitric ox—
Biological Process . 4 6.57 5.33E-06
ide biosynthetic process
positive regulation of transcrip—
Biological Process tion from RNA polymerase II 9 14.77  9.26E -06
promoter
intrinsic ~ apoptotic ~ signaling
Biological Process pathway in response to DNA 4 6.57 3.31E-05
damage
o positive regulation of membrane
Biological Process ) ) ) 3 4,92 2.24E-04
protein ectodomain proteolysis
L negative regulation of smooth
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muscle cell proliferation
Biological Process regulation of insulin secretion 3 492 7.38E-04
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apoptotic process
positive regulation of protein ki—
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nase B signaling
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positive regulation of platelet -
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signaling pathway
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Cellular Component Golgi apparatus 6 9.85 0.001673
integral component of plasma
Cellular Component 7 11.49  0.005489
membrane
Cellular Component nucleus 12 19.70  0.007572
Cellular Component receptor complex 3 4.92 0. 008299
Molecular Function heme binding 4 6.57 0.003174
Molecular Function tetrahydrobiopterin binding 2 3.28 0. 005604
Molecular Function nitric — oxide synthase activity 2 3.28 0. 008395
Molecular Function norepinephrine binding 2 3.28 0.011178
Molecular Function arginine binding 2 3.28 0.011178
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