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ABSTRACT Objective To observe the effect of Compound Zhajin Granule (CZG) on Toll-like re-
ceptor 4 (TLR4) signaling pathway in high-fructose corn syrup induced NASH mice. Methods  Thirty 6-
week-old male C3H mice were divided into the high fat and high fructose (HFHFr) group (n =20) and the
control group (n =10) according to body weight. Mice in the HFHFr group ate high fat diet and drank 20%
fructose water, while those in the control group ate common diet and drank common water. After 8 weeks
mice in the HFHFr group were divided into two group according to body weight, the HFHFr group and the
CZG group, 10 in each group. Mice in the CZG group were fed with high fat forage and 20% fructose wa-
ter, and administered with 50 mL/kg 12. 8% CZG (prepared by hawthorn, Radix Curcumae, Alisma Orien
tale, Fritillaria Thunbergii, Silybum Marianum , peach seed in the ratio of 3:1.5:1.5:2:1.5:2:1) by gas-
trogavage. Mice in the HFHFr group were fed in the same way and daily administered with equal volume of
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distilled water by gastrogavage. Sixteen weeks later all mice were sacrificed. Body weight, liver wet
weight, liver function, and lipid metabolism were detected. Pathological changes of liver tissues were as-
sessed by HE staining, oil red O staining, and Masson staining. Expressions of TLR4 , myeloid differentia-
tion factor 88 (MyD88), tumor necrosis factor-alpha ( TNF-a) were detected using immunohistochemical
staining and real-time fluorescent quantitative PCR. Results = Body weight, alanine aminotransferase
(ALT), aspartate aminotransferase ( AST) were obviously lower in the CZG group than in the HFHFr
group (P <0.05); oil red O stained area and density were decreased more in the CZG group than in the
control group. HE staining showed ballooning inflammation was reduced more in the CZG group than in the

HFHFr group. Masson staining was negative. Positive rates of TLR4 and MyD88 and mRNA expressions

were significantly lower in the CZG group than in the HFHFr group (all P <0.05). Conclusion

CZG could

significantly inhibit TLR4 signaling pathway of liver in NASH mice.
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