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Predicting the target and intracellular signal transduction pathway of angelica fritillariakushenpill in
prostate cancer by a network pharmacology approach

HU Yang, WU Xiong—zhi

(Department of Traditional Chinese Medicine, Cancer Institute and Hospital, Tianjin Medical University, National Clinical Research
Center for Cancer, Key Laboratory of Cancer Prevention and Therapy,Tianjin, Tianjin’s Clinical Research Center for Cancer,Tianjin
300060, China)

Abstract Objective: To predict and analyze the potential mechanism of angelica fritillariakushenpill in the treatment for prostate cancer
by network pharmacology. Methods: The TCMSP database was used to search for the chemical components and targets of traditional
Chinese medicine, and the gene name of each target protein was obtained on the UniProtKB web platform. CTD and other databases were
used to query disease targets. The protein —protein interaction (PPl) was constructed in the STRING database, and the network was
visualized in Cytoscape. Key target proteins were analyzed by the DAVID data platform. Results: Twenty —six active pharmaceutical
ingredients were screened from the TCMSP database. The PPI network included 135 drug—disease target gene intersections, with 34 key
proteins. Gene ontology (GO) analysis of these target genes involved the largest number of biological function items, a total of 290. The Kyoto
encyclopedia of genes and Genomes (KEGG) pathway mainly involvedtumorsignaling pathways. Conclusion: Angelica fritillariakushenpill
may have a multi—target and multi—pathway synergistic effect on the treatment of prostate cancer. It can enhance its anti—tumor effects by
inhibiting cell proliferation, promoting apoptosis, inhibiting migration, and inhibiting tumor angiogenesis and so on.
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Tab 1 Basic information of active ingredients (Degree>14)
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Fig 3 PPI Network of key targets
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Fig 4 KEGG pathway enrichment analysis of intersection targets
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Tab 2 GO biological function analysis of intersection targets

GO ID SR FDR
0042127 1 S A 5.55%107%
0042981 g2 LY 2 4.43x107
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0010941 AMEFET- % 9.83x107%
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0060548 AREBET 4.62x107
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0051726 116 B g 4.02x102
¥ ¥ et
1 8 l - ‘r L
m« e @ @wo
.. ..
? . ‘ 1@
@ " @@ -
 MEsE nEER BRHB SRAC

5 Ma-BaESEEE
Fig 5 Component-target signaling pathway map
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