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Analysis of the protective mechanism of cassia seed against liver injury

induced by 5-Fu based on network pharmacology
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Abstract: Objective To explore the mechanism of cassia seed against 5-Fu (5-fluorouracil) induced liver
injury by network pharmacology and molecular docking. =~ Methods Through literature, TCMSP, SwissTar-
getPrediction, Gencards, GenCLiP, STRING, DAVID and other databases, the anthraquinone active compo-
nents and predicted targets of cassia seed were collected; the common target proteins of diseases and compo-
nents were screened and their biological functions and pathways were analyzed; the PPI network diagram of
protein interaction was constructed; the network diagram of cassia seed anthraquinone component-target-path-

way was constructed with Gephi, and the core targets were verified by molecular docking.  Results Thirty-
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five anthraquinone components were screened out from literature and TCMSP database, and 349 potential tar-
gets were retrieved from SwissTar Prediction database. There were 103 predicted targets of the anthraquinone
component in cassia seed against 5-Fu induced liver injury, including TP53, 1L1B, MAPK1, HSP90AAI,
AKT1, EGFR, STAT3, PIK3CA, PPARG, MCL1 and so on. 92 Pathways were enriched, involving pathways
in cancer, proteoglycans in cancer, ErbB signaling pathway, hepatitis Bsignaling pathway, MicroRNAs in
cancer, PI3K-Akt signaling pathwayand other pathways. The anthraquinones of cassia seed act
on 103 targets including PIK3CG, GAPDH, AKT1, ABCG2, HSP90AA1l, CDK1, PTK2 and so on through

27 components such as aurantio-obtusin, rhein, obtusin and the like to exert effects of anti liver injury induced

Conclusion

by 5-Fu, revealing the therapeutic characteristics of cassia seed with multiple components, multiple targets and

multiple pathways, thus laying a foundation for further study on the basic research of cassia seed against liver

injury induced by anti-tumor drug.
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