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The Effect of Hu Jin Decoction on Liver Lipid Synthesis in MAFLD Mice via SITRI/AMPK Pathway
LIN Qiuhong', LIANG Qi', SHI Jiaxi®, WU Jingwen', HUANG Ming', SHI Xuguang'(1. School of Pharmaceutical
Science, Guangzhou University of Chinese Medicine, Guangzhou 510006 Guangdong, China; 2. First College of
Clinical Medicine, Guangzhou University of Chinese Medicine, Guangzhou 510006 Guangdong, China)

Abstract: Objective To investigate the therapeutic effect of Hu Jin decoction in metabolic associated fatty liver
disease (MAFLD) mice and the mechanism of liver lipid synthesis. Methods Male SPF grade C57BL/6 mice were
randomly divided into 5 groups, including the normal group, the model group and three groups of Hu Jin Decoction
with high, medium and low dosages(21.24, 10.62, 5.31 g-kg'). Mice in the normal group were given maintenance
diet, while the other groups were given high fat diet(HFD) and fed for 14 weeks to establish MAFLD model. Drugs
were administered to mice once a day for 8 weeks starting at week 15. The normal group and the model group were
given 0.9% saline(10 mL-kg') and the Hu Jin decoction groups with different dosages were given the concentrated
decoction respectively. After the last administration, the mice were fasted but drank water freely for 24 h. The mice
were weighed and sacrificed to observe the color change of liver tissue and the liver mass was weighed to calculate
the liver coefficient. The mRNA and protein expression levels of SIRT1, AMPK, SREBP and FAS in liver slices
were detected using RT-PCR and Western Blot. Results Compared with the normal group, mice in the model
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eroups showed increased liver wet weight and liver coefficient (P <0.001) ; the expression of SIRT1 mRNA and
protein expression reduced significantly (P <0.01, P<0.001), the expression of AMPK, SREBP, FAS mRNA and
proteins increased significantly (P <0.01, P <0.001). Compared with the model group, all dose groups showed

decreased body mass, liver wet weights and liver coefficients (P <0.05, P<0.001), the expression of SIRTI1

mRNA of high dose group mice and SIRT1 proteins in all dose groups’ mice increased significantly (P <0.01, P <
0.001), the expression of AMPK, SREBP, FAS mRNA and proteins reduced significantly (P <0.05, P <0.001).

Conclusion The experimental results indicated that Hu Jin decoction has curative effect on MAFLD, which might

promote liver lipid metabolism, reduce the lipid synthesis by regulating the SIRT1/AMPK pathway.

Keywords: Hu Jin decoction; metabolic associated fatty liver disease; mice; lipid synthesis; SIRT1; AMPK
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Figure 1 Body mass change of the MAFLD mice(x +s, n=10)
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Table 2 Effect of Hu Jin decoction on the body mass, wet liver
weight and liver coefficient of MAFLD mice (x+s, n=10)
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* 3 REAMKEHEXEREFRNRAFEELS F SIRT,
Table 3 Effect of Hu Jin decoction on protein expression of SIRT1, SREBP, FAS and AMPK in liver tissues of MAFLD mice(x +s, n=5)
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Figure 3 Effect of Hu Jin decoction on protein expression of
SIRT1, SREBP, FAS and AMPK in liver tissues of MAFLD

mice
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