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(Abstract] Objective To predict the main active ingredients, action targets and related signaling pathways of Shenfu
Injection in the treatment of myocardial ischemia reperfusion injury based on the network pharmacological research, and to explore
the potential action mechanism of the Shenfu Injection for myocardial ischemia reperfusion injury through in vitro experimental
verification Methods The TCM system and pharmacological database and analysis platform was used to collect the effective active
ingredients and targets information of the Shenfu Injection; ischemic reperfusion injury disease targets were collected in GeneCards
disease database and DisGeNET disease database; intersection mapping of drug targets and disease targets was carried out; the
protein—protein interaction network was constructed using the STRING database to obtain core targets information; R software was
used for GO analysis and KEGG pathway enrichment analysis; finally, in vitro experiments were used to verify the control effect of
the core component of Shenfu Injection on the activation of CASP3, CASP8, AP-1, IL-1B, IFNG. Results It is predicted that there

were 9 effective active ingredients of the Shenfu Injection, 56 targets and 38 potential targets acting on the treatment of ischemia
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reperfusion injury, including CASP3, CASPS, IL-1p3, involving IL-17, TNF, p53 signaling pathways, etc. In vitro cell experimental

results confirmed that the Shenfu Injection can activate IL—17 and TNF signaling pathways, reduce the expression of relevant

targets CASP3, CASPS, AP-1, IL-1B3, IFNG and inhibit inflammatory response and apoptosis. Conclusion Shenfu Injection has the

advantages of multi—component and multi-target, and its mechanism of action in the treatment of ischemia reperfusion injury may

be the activation of IL-17 and TNF signaling pathways, which can provide reference for the development of new drugs and

subsequent studies.

(Keywords]) myocardial ischemia reperfusion injury; Shenfu Injection; network pharmacology; interleukin—17; tumor necrosis

factor; B-sitosterol; ginseng saponin
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