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Study on the Network Pharmacology of Shenfu Injection for Diabetic Ketoacidosis Zhang Ziyan,Fu Yong,
Huang Daizheng. Guangxi Medical University , Guangxi, Nanning 530021, China.

[Abstract] Objective: To explore the mechanism of action of Shenfu Injection (SFI) in the treatment of diabetic
ketoacidosis (DKA) by using the pharmacological method of traditional Chinese medicine compound network.
Methods: The active ingredient and its target in SFI were searched and screened out by TCMSP database, the
therapeutic target of DKA was obtained by using the GeneCards database,and then the target of the active ingredi-
ent and the therapeutic target of the disease were unified into the corresponding gene names through the Uniprot
database. The potential targets of SFI in the treatment DKA were obtained by R software and Venn plots were
drawn to enrich and visualize the common targets. The PPl network of the potential targets was mapped through
the STRING database. Results: After screening, 24 active ingredients of SFI were obtained, including ginsenoside
RH2, ginsenodiol, ginsenoside—Rh4_qt, kaempferol , andrographolide , B—sitosterol , etc., and their corresponding 104
targets. A total of 817 therapeutic targets for DKA and 20 potential targets for SFI treatment of DKA were ob-
tained. The results of GO enrichment analysis correlated with physiological activities such as insulin secretion,
drug response, signaling, and protein binding. KEGG analysis results were 32, including the following 8 signaling
pathways: nod-like receptor signaling pathway , tumor necrosis factor signaling pathway, HIF-1 signaling pathway,
NF-kappa B signaling pathway , toll-like receptor signaling pathway, c—type lectin receptor signaling pathway ,
IL-17 signaling pathway, and AGE-RAGE signaling pathway in diabetes complications. Conclusion: This study
clarifies the active ingredients of SFI,the targets and regulatory pathways of SFI in the treatment of DKA ,and clar-
ifies the mechanism of action of SFI in the treatment of DKA , which can provide a reference for scientific research
and clinical prevention and treatment of DKA.
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