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MECHANISM OF ACTION OF ASTRAGALUS MEMBRANACEUS IN TREATMENT OF PANCREATIC CANCER: AN ANALYSIS
BASED ON NETWORK PHARMACOLOGY WANG Yixiu. XUE Weijie. LIU Peng . HU Weiyu, LI Kun, LIU Kui » YANG
Chenyu, XIE Yuwei, XU Xiangyu, ZHU Chengzhan, CAO Jingyu (Department of Hepatobiliary and Pancreatic Surgery,
The Affiliated Hospital of Qingdao University, Qingdao 266003, China)

[ABSTRACT] Objective To investigate the main active components and targets of Astragalus membranaceus in the treat-
ment of pancreatic cancer based on network pharmacology. and to predict its mechanism of action and influence on immune mic-
roenvironment. Methods The Traditional Chinese Medicine Systems Pharmacology database was used to screen out the main ac-
tive components of Astragalus membranaceus, GeneCards and OMIM databases were used to collect the targets of pancreatic can-
cer, and Cytoscape software was used to establish the disease-drug-target network. The String database was used to plot protein-
protein interaction network and screen out core targets, the Human Protein Atlas and PROGgeneV2 databases were used to per-
form protein expression and TCGA survival analyses of the core targets, and then the TIMER database was used to analyze the as-
sociation between core targets and tumor immune cell infiltration. The Metascape and Bioconductor platforms and the R language
were used to perform gene ontology (GO) molecular function analysis and KEGG pathway analysis.  Results A total of 20 active
components of Astragalus membranaceus were screened out, which acted on 56 targets of pancreatic cancer. As for the patients
with pancreatic cancer, the patients with high expression of the core targets caspase-3 and MYC had a significantly poorer prognosis
than those with low expression (P<C0.05), and in addition, caspase-3 and MYC affected tumor immune cell infiltration in pan-
creatic cancer. The molecular function and pathway analyses showed that Astragalus membranaceus acted on the targets involved in
the biological processes such as cancer regulation, cell apoptosis, response to steroid hormone, and response to inorganic and or-
ganic substances, and Astragalus membranaceus affected the progression of pancreatic cancer by regulating the PISK-AKT, Erb,
and MAPK pathways.  Conclusion Various components and targets are involved in the treatment of pancreatic cancer by Astra-
galus membranaceus, which provides a basis for further research on its mechanism of action in the treatment of pancreatic cancer.
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