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Network Pharmacological Analysis and Cell Test Research of Ampelopsin Against Breast Cancer
LI Yue'?, ZHOU Yong’, ZHANG Yungi®, WANG Miaoran'?, LIN Xiaojing’, ZHONG Ying" ?, LI Jibin'
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Abstract: Objective To investigate the pharmacological mechanism of ampelopsin(AMP) in the treatment of breast cancer. Methods AMP 3D
molecular structure was obtained from PubChem database and uploaded to PharMapper to obtain AMP target genes. The breast cancer
target genes were obtained by Genecards database. The intersection of AMP and breast cancer target was obtained by Venny R software
and input into the String database to construct the "drug — target — disease” visual network by Cytoscape 3.2.1 software. GO and KEGG
enrichment analysis was performed. MDA — MB —231 cells were cultured in vitro and verified by CCK -8, scratch, migration and RT —gqPCR.
Results A total of 119 target genes were screened. GO enrichment analysis showed that the target genes were mainly concentrated in
biological processes such as oxidative stress,and KEGG enrichment analysis showed that the target genes of AMP anti — breast cancer
were involved in PI3K — Akt, MAPK, Ras and other signaling pathways. The results of in witro validation test showed that AMP could
significantly inhibite the proliferation and migration of MDA — MB —231 cells, and down —regulate the expression of key target genes,
nonreceptor tyrosine kinase(SRC) and matrix metalloproteinase —2(MMP2). Conclusion This study provides a theoretical basis and the

research ideas for the application of AMP in the prevention and treatment of breast cancer.
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Fig.1 The anti —breast cancer targets of ampelopsin
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Fig. 2 Protein — protein interaction(PPI) network of ampelopsin against breast cancer
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Fig. 3 Go enrichment analysis and KEGG pathway enrichment analysis of the anti —breast cancer targets of ampelopsin
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Fig. 6 The mRNA expression of MMP2 and SRC
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