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(Abstract] Objective To predict the active ingredients and potential targets of Yangyin Huowei Mixture (YYHWM) in treating
chronic atrophic gastritis (CAG) based on network pharmacology, and to provide scientific basis for clinical application through animal
experimental verification of PI3K-Akt, signaling pathways. Methods The effective active ingredients of Chinese medicine were
screened by traditional Chinese medicine systems pharmacology database and analysis platform (TCMSP) and SymMap database,

and the targets of CAG were searched and screened from GeneCard, OMIM and DisGeNET database. To predict the active
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ingredients and disease targets, the network diagram was constructed by Cytoscape 3.7.1 software and the nodes were screened
by topological analysis of the network. The protein—protein interaction (PPl) network of the core target was analyzed by STRING
database. GO and KEGG enrichment analysis was performed on the core target genes using DAVID database to explore the
mechanism of YYHWM in treating CAG. Experimental verification: SPF SD male rats were selected and randomly divided into
blank group and model group. N-methyl -N”—nitro —N —nitrosoguanidine (MNNG) and hunger —satiety disorder were used for
modeling. After successful modeling, they were randomly divided into model group, vitamycin group, low—, medium— and high-
dose YYHWM groups, with 10 rats in each group, and were continuously intervened for 56 d. The pathological changes of
gastric mucosa in SD rats were observed by HE staining. The expressions of PI3K, AKTl and mTOR in gastric mucosa of
rats in each group were determined by IHC. Results A total of 309 chemical ingredients were screened from YYHWM, involving
378 targets for treating CAG; a total of 698 disease targets and 130 common targets were screened, and 38 core targets were
screened according to the the nodal degree of freedom = average degree of freedom. Through GO and KEGG enrichment
analysis, YYHWM can affect PI3K-Akt, TNF signaling pathway, MAPK signaling pathway, cancer—related and other signaling
pathways. YYHWM can effectively reduce the protein expressions of PI3K, AKT1 and mTOR in gastric tissue of CAG model
rats (P<0.05). Conclusion Through multi—pathway and multi—target treatment of CAG, YYHWM can effectively alleviate the

proliferation, the apoptosis and inflammatory response of gastric mucosal cells in CAG model rats, and regulate PI3K/Akt

signaling pathway, thus reducing gastric mucosal injury in CAG rats.

(Keywords] Yangyin Huowei Mixture; chronic atrophic gastritis; gastric mucosa; active ingredients; network pharmacolo-

gy; mechanism of action
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