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Effect of Omentin-1 on mouse metabolic syndrome and its possible
mechanism
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Abstract: In order to investigate the effect of Omentin-1 on mouse metabolic syndrom(MS) and its possible mechanism, we se-
lected 6-8 weeks old SPF male BALB/c mice and established a MS model through high-fat and high-sugar diet. The mice were
divided into the model group and the treatment group. The treatment group was given intraperitoneal injection of Omentin-1
[8 pg/(kg + d)], and the model group was given an equal amount of normal saline. After 4 weeks of intervention, immunohis-
tochemistry, ELISA and Western blotting were performed to evaluate the effects of Omentin-1 treatment on glucose and lipid
metabolism, and systemic inflammation. In addition, the effect on inflammation in the visceral fat tissue and on peroxisome
proliferators-activated receptor-y(PPAR-y) signaling were also examined. The results showed that after treatment, the levels
of fasting blood-glucose(FBG), triglyceride(TG) and low-density lipoprotein cholesterol(LDL-C) were significantly lower than
those in the model group (P <C 0. 05), while the high-density lipoprotein cholesterol( HDL-C) level was significantly higher
than those in the model group (P <C 0.05). The levels of I1.-8 and TNF-¢ in peripheral blood in the treatment group were sig-
nificantly lower than those in the model group (P <C 0. 05). The macrophage infiltration and 11.-6 levels in the adipose tissue of
the treatment group were significantly lower than those in the model group (P < 0.05), but the IL.-10 level was significantly
higher than that in the model group (P <C 0. 05). The levels of PPAR-y and adiponectin in the adipose tissue of the treatment
group were significantly higher than those in the model group (P <C 0. 05). The findings suggest that Omentin-1 could improve
the glycolipid metabolism and systemic inflammatory response which may be regulated through PPAR-v signaling pathway.
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