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Comparison on Potential Molecular Mechanism of Tiaochong Decoction and Letrozole in the
Treatment of Polycystic Ovary Syndrome Based on Component-Target-Pathway Combined with
GEO Database”

LI Jiaoyue', MA Xiaona®, SHEN Xi’, LIANG Haiyan®( 1. The Third School of Clinical Medicine,
Beijing University of Chinese Medicine, Beijing 100029, China; 2. Dept. of Gynecology, Beijing
University of Chinese Medicine Third Affiliated Hospital, Beijing 100029, China; 3. Dept. of
Obstetrics and Gynecology, China-Japan Friendship Hospital, Beijing 100029, China)

ABSTRACT OBJECTIVE: To probe into the mechanism of Tiaoxiong decoction by Professor Xu Runsan combined
with letrozole in the treatment of polycystic ovary syndrome ( PCOS) based on the chip mining technology from the
GEO database, network pharmacology and molecular docking technology. METHODS: The active components of
Tiaoxiong decoction were obtained from the Traditional Chinese Medicine Systems Pharmacology Database and Analysis
Platform. The Swiss Target Prediction database was searched to obtain the drug-related targets of Tiaochong decoction
and letrozole. Differential gene analysis was performed on the GEO database, the targets related to PCOS were
obtained from OMIM, GeneCards, DisGeNET, and CTD databases, and the network diagram of drug-component-target
was drawn by using Cytoscape 3. 8.0 software. The protein-protein interaction network was constructed by STRING
database and Cytoscape 3. 8.0, and the key targets were screened. Gene ontology (GO) functional enrichment analysis
and Kyoto encyclopedia of genes and genomes ( KEGG) pathway enrichment analysis were performed based on the
DAVID platform. The molecular docking of key active components and core targets was verified by using AutoDock
Tools. RESULTS: There were 176 active components and 467 unique targets of Tiaochong decoction; there were 69
unique targets of letrozole, with 54 common targets of both. Enrichment analysis revealed that the treatment group had
1 775 GO entries and 190 KEGG pathways; letrozole had 344 GO entries and 123 KEGG pathways; and both groups shared
309 GO entries and 123 KEGG pathways. Molecular docking results showed that the key active components of Tiaochong
decoction, letrozole and the core targets all had better binding activities. CONCLUSIONS: There are both commonalities
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and differences in the targets and pathways of Tiaochong decoction and letrozole in the treatment of PCOS, which can

control the occurrence and development of PCOS through their own unique targets.

KEYWORDS Tiaochong decoction; Letrozole; Polyeystic ovary syndrome; Network pharmacology; Molecular docking
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