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ABSTRACT Objective To observe the efficacy and mechanism of Zaozhu Yinchen Recipe (ZZYCR)
for preventing and treating non-alcoholic steatohepatitis (NASH) of rats based on the endotoxemia. Meth-
ods Totally 40 rats were divided into the normal group, the model group, the ZZYCR group, Pioglitazone
Hydrochloride Tablets group, and Bifidobacterium group by random digit table, 8 in each group. NASH rat
model was established in 32 rats except those in the normal group using high fat diet for 16 weeks. Start-
ing from the 9th week of modeling, rats in the ZZYCR group were administered with ZZYCR decoction [ 60
mg/(kg - d) ] by gastrogavage. Those in Pioglitazone Hydrochloride Tablets group were administered with
Pioglitazone Hydrochloride Tablets [ 10 mg/(kg - d) ] by gastrogavage. Those in the Bifidobacterium group
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were administered with Bifidobacterium [ 210 mg/(kg - d)] by gastrogavage. Double distilled water [ 10
mL/(kg - d) ] was administered to rats in the normal group and the model group by gastrogavage. The
therapeutic course for all was 8 weeks. Blood was collected from abdominal aorta at the end of 16 weeks.
The level of triglyceride (TG) was detected by biochemical method. The pathological changes of liver and
intestinal tissues were observed by HE staining. End point chromogenic assay was used to detect the li-
popolysaccharide (LPS) level in plasma. The expression levels of inflammatory factors such as tumor
necrosis factor-a (TNF-a), IL-18, and IL-6 in liver tissues were detected by ELISA. Results Compared
with the normal group, typical histological features of NASH occurred in the liver tissue of rats in the mod-
el group. They showed severe fat degeneration and different degrees of inflammatory cell infiltration and
necrosis foci. The levels of liver wet weight, liver index, liver TG content, plasma LPS, the levels of in-
flammatory factors such as TNF-«, IL-1B, and IL- 6 were significantly elevated to various degrees in the
model group ( P<0.05, P<0.01). After intervened with ZZYCR, steatosis of liver cells and infiltration of in-
flammation were attenuated more obviously. The levels of liver wet weight, liver index, liver TG content,
plasma LPS, the levels of inflammatory factors such as TNF-«, IL-18, and IL-6 decreased to different de-
grees ( P<0.05, P<0.01). Conclusions ZZYCR significantly reduced liver TG content, plasma LPS level,
significantly decreased the expressions of TNF-a, IL-1B, and IL-6 in liver tissue of NASH rats. It suggested
that the mechanism of ZZYCR for the treatment of NASH might be associated with improving endotoxemia,

inhibiting the production of endogenous LPS, and reducing the expressions of inflammatory factors.
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