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Comparative study on the mechanism and efficacy of Zexie tang traditional decoction and formula
granules in reducing lipid accumulation

GUO Yuanyuan', MA Lina®, LIN Hugin', ZHENG Changhui', LI Jiayi’, LI Zhijun', CAO Junling" ‘(1. School of
Chinese Materia Medica, Beijing University of Chinese Medicine, Beijing 100029, China; 2. Dept. of
Pharmacy, Dongfang Hospital, Beijing University of Chinese Medicine, Beijing 100078, China; 3. Dept. of
Pharmacy, Dongzhimen Hospital, Beijing University of Chinese Medicine, Beijing 100700, China;4. Dept. of
Pharmacy, Luoyang Hospital, Dongzhimen Hospital, Beijing University of Chinese Medicine, Henan Luoyang
471934, China)

ABSTRACT OBJECTIVE To explore the effect and mechanism of Zexie tang (ZXT) on reducing lipid accumulation through
network pharmacology, and compare the difference of traditional decoction versus formula granules. METHODS The active
components and targets of ZXT were identified using TCMSP and SwissTargetPrediction databases. GeneCards, OMIM, DisGeNET
and TTD databases were used to analyze the related targets of non-alcoholic fatty liver disease (NAFLD) ; protein-protein
interaction network model was constructed by String database; “ZXT-NAFLD target-pathway” network diagram was constructed by
using CytoScape software; target enrichment analysis was performed by using Metascape platform. Fat accumulation model of
human hepatocellular carcinoma HepG2 cells was established to observe the effects of traditional decoction and formula granules of
ZXT on lipid accumulation of cells. RESULTS Alisol B, alisol C, 1-monolinolein and alisol B monoacetate were the key active
components of ZXT in the treatment of NAFLD. The core targets included MDM2, MAPK1, PIK3CB, PRKCQ and MAPK14,
etc. The core signaling pathways included endocrine resistance, insulin resistance and Thl7 cell differentiation. Compared with
model group, except for the Zexie formula granules group and Baizhu formula granules group, the absorbance values in all other

administration groups were significantly decreased (P<C0.01) ; the absorbance value of Baizhu traditional decoction group was

A A N significantly higher than that of ZXT traditional decoction
AEETER W 2 RAR L TR (No.2023ZYZD14)

" e W BRI R P2 A R . E group (P<<0.01) ; the absorbance values of Zexie formula
- L ° L Al 24 Wfm 5] o b~

mail :734743865@qq.com granule group and Baizhu formula granule group were
#IBEEE T2, A 500, 1. B9 T . ERE 2R R significantly higher than that of ZXT formula granule group
G2y, E-mail:caojunling72@163.com (P<<0.01) ; the absorbance value of Zexie formula granule
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group was significantly higher than that of Zexie traditional decoction group (P<<0.01); the absorbance value of Baizhu formula
granule group was significantly higher than that of Baizhu traditional decoction group (P<<0.01). CONCLUSIONS ZXT reduces

lipid accumulation of human hepatocellular carcinoma cells through multiple components, multiple target and multiple pathways,

and its traditional decoction and formula granules exhibit slightly different lipid-lowering effects.

KEYWORDS Zexie tang; traditional decoction; formula granules; non-alcoholic fatty liver disease; human hepatocellular

carcinoma cells; lipid accumulation
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