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Mechanism of Genistein for Treating Endometrial Carcinoma Based on Network

Pharmacology and GEO Chip

XU Xin, XUE Xiaoou, ZONG Chunxiao, WANG Qian, SHAO Chenxi, FAN Mengteng, XIE Wei*
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(Abstract] Objective To explore the potential mechanism of genistein in the treatment of endometrial carcinoma (EC)
by network pharmacology and differentially expressed genes (DEGs) of GEO chip. Methods The TCMSP database and other
7 databases were used to obtain the target genes of genistein, and the target protein name was transformed into the
target gene name by the Uniport protein database; the GEO chip was used to obtain the EC GSE17025 data set, and the R
language was used to obtain its differentially expressed genes; furthermore, the mapping collection of genistein target genes and
EC differential genes was made, and then the intersection targets were submitted to the STRING platform to obtain the protein
interaction network. The Cytoscape 3.7.2 was used to perform network topology analysis to screen important targets; finally, GO
annotation and KEGG enrichment analysis were performed on the intersection target. Results Genisteine acted on 70
intersection targets to play a therapeutic role on EC. Among them, STAT3, BIRCS and MKI67 and other genes were important

targets, which were enriched in IL-17 signaling pathways, p53 signaling pathway and TGF-B signaling pathway. Conclusion
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Genistein can treat EC by multi—target and multi—channel, which may play a therapeutical effect through 1L-17, p53, TGF-3

and other signal pathways. This study provides an idea for in —depth explanation of the clinical research and further

experimental verification of genistein in the treatment of EC.
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