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Mechanism of Huazhuo Jiedu Prescription in the Treatment of Metabolic Syndrome Based on
Network Pharmacology and Molecular Docking Technology*

LIU Yadan'®, SHANG Xin’, YAN Shuxun’, FAN Lirong*, WANG Xiaoqing*, WANG Bin'’
(1. Dept. of Endocrinology, First Teaching Hospital of Tianjin University of Traditional Chinese
Medicine, Tianjin 300381, China; 2. National Clinical Research Center for Chinese Medicine
Acupuncture and Moxibustion, Tianjin 300381, China; 3. Dept. of Endocrinology, the First Affiliated
Hospital of Henan University of Chinese Medicine, Zhengzhou 450000, China; 4. Dept. of
Endocrinology, Botou Hospital of Traditional Chinese Medicine, Hebei Botou 062150, China)

ABSTRACT OBJECTIVE: To investigate the mechanism of Huazhuo Jiedu prescription in the treatment of metabolic
syndrome based on network pharmacology and molecular docking technology. METHODS: The target of metabolic
syndrome was obtained through GeneCards, TTD and DisGeNET databases, and the effective active components and
targets of Huazhuo Jiedu prescription were obtained through traditional Chinese medicine systems pharmacology
database and analysis platform ( TCMSP ), BATMAN-TCM and TCMBANK databases. Traditional Chinese medicine
targets of Huazhuo Jiedu prescription were compared and intersected with the disease targets of metabolic syndrome.
The target of Huazhuo Jiedu prescription for treating metabolic syndrome was obtained. Protein-protein interaction
(PPI) network of Huazhuo Jiedu prescription on metabolic syndrome was obtained by using STRING database.
Topological analysis of PPI network was carried out by Cytoscape software to obtain the core target of Huazhuo Jiedu

prescription acting on metabolic syndrome. Gene ontology ( GO ) functional enrichment analysis and Kyoto
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encyclopedia of genes and genomes ( KEGG) pathway enrichment analysis of key core targets were performed by using
the DAVID platform. AutoDock Vina software was used to verify the molecular docking of key core targets and key
active components. RESULTS: Through database analysis, 77 active components and 433 potential targets of drug
activity were obtained, and 100 common targets of Huazhuo Jiedu prescription in the treatment of metabolic syndrome
were identified. After analyzing the network topology parameters of common targets, 47 key targets were screened.
Through GO and KEGG enrichment analysis, 191 signaling pathways, 1 679 biological processes, 91 cell components
and 137 molecular functions were screened to participate in the prevention and treatment of metabolic syndrome by
Huazhuo Jiedu prescription. Results of molecular docking showed that the main active components of Huazhuo Jiedu
prescription had good binding activity with key targets. CONCLUSIONS: Huazhuo Jiedu prescription may act through

multiple pathways and multiple targets to treat metabolic syndrome, providing an important theoretical basis for its

clinical application.
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