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[Abstract] Objective To identify the mechanism of Jiawei Xiaozhi Ligan Decoction (JWXZLGD) in treating non-alcoholic
fatty liver disease (NAFLD) based on network pharmacology, and to verify the effects on NAFLD by experiments. Methods TCMSP

database was used to screen the active compounds of JWXZLGD and the target sites. Meanwhile, GeneCards and the OMIM
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database were applied to obtain NAFLD related targets. Protein—protein interaction (PPI) network of the disease target proteins was
constructed with the String platform and the key targets in PPl maps were then analyzed by Cytoscape 3.9.0. Then enrichment
pathway analysis of GO and KEEG was done based on the Metascape database. Molecular docking of key targets is also performed
with the iGemdock Molecular Docking Tool. Finally, experimental verification was carried out by high—fat feed (HFD) to construct a
rat model of NAFLD, which was divided into blank group, model group, low—, medium—, high—dose Jiawei Xiaozhi Ligan Decoction
group and positive drug group. After 2 weeks of gastric irrigation, morphological observation was carried out on the HE stained liver
tissue of serum in each group. Results Based on network pharmacology, JWXZLGD could take anti-inflammatroy and fat lowering
effects by core targets such as IL-6, TNF, JUN, IL-1B, and CXCL8, and KEGG is enriched to 198 gene pathways, including NF-
kB, PI3K/Akt, TNF, and other signaling pathways. Compared with the blank group, the model group showed the significantly higher
serum concentrations of ALT, AST, TG, TC, and LDL-C (P<005 or P<001), and the significantly lower serum concentration of HDL-C
(P<0.01), and demonstrated an increase in lipid droplet area. Compared with the model group, the JWXZLGD group demonstrated
lower serum ALT, AST, TG, TC, and LDL-C (P<005), higher HDL-C levels (P<005) and a decrease in the area of lipid droplets.
Conclusion JWXZLGD has multiple pathways and targets, which can improve serum lipid levels and liver function, reduce lipid
deposition in the liver, and ultimately play a role in the treatment of NAFLD.

(Keywords) Jiawei Xiaozhi Ligan Decoction; non-alcoholic fatty liver disease; lipid level; experimental verification; net-
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