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ABSTRACT Objective To observe the effect of geniposide on rats with non-alcoholic steatohepa-
titis (NASH) , and to study its mechanism for preventing and treating NASH based on the gut-liver axis.
Methods Totally 35 rats were divided into 5 groups, i.e., the normal group, the model group, the genipo-
side group, Pioglitazone Hydrochloride Tablets group, and Bifidobacterium group by random digit table, 7
in each group. NASH rat model was established in 28 rats except those in the normal group using high fat
diet for 16 weeks. Medication was started from the 9th week of modeling, and the treatment lasted for 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 ob-
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served by HE staining. The expression levels of inflammatory factors such as IL-18, IL-6, and tumor nec-
rosis factor-a (TNF-a) in liver tissues were detected by ELISA. End point chromogenic assay was used to
detect the lipopolysaccharide (LPS) levels in plasma. Results Compared with the normal group, typical
histological features of NASH occurred in the liver tissue of rats in the model group. After intervened with
geniposide, steatosis of liver cells, infiltration of inflammation were attenuated more obviously, as com-
pared with the model group. Compared with the normal group, little amount of intestinal epithelial cells
desquamated and intestinal mucosal mechanical barrier was impaired in the model group. After inter-
vened with geniposide, ileum mucosal structure was intact with no obvious desquamated intestinal epi-
thelial cells seen. Compared with the normal group, the levels of fat weight, liver wet weight, liver index,
liver TG content, plasma LPS, the levels of inflammatory factors such as IL-1B, IL-6, TNF-a were signifi-
cantly elevated to various degrees in the model group (P <0.01). After treatment, the levels of fat
weight, liver wet weight, liver index, liver TG content, plasma LPS, the levels of inflammatory factors
such as IL-1B, IL-6, and TNF-a decreased to different degrees (P <0.05, P <0.01). Conclusions
poside significantly improved the intestinal mucosal structure, maintained the integrity of intestinal muco-

Geni-

sal barrier, significantly reduced plasma LPS level, significantly decreased the expressions of IL-13, IL-
6, and TNF-«a in liver tissue of NASH rats. It suggested that the mechanism of geniposide for the treat-
ment of NASH should be related to regulating gut-liver axis, improving intestinal mucosal barrier, reduc-
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ing the production of endogenous LPS, and reducing the expressions of inflammatory factors.
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