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Regulatory Effect of Liraglutide on Visceral Fat in Diabetic Obese Rats.  Xiao Shan,Yang Ye,Liu Yuetong, et al. Department of Endo-
crinology, The First Affiliated Hospital of Xinjiang Medical University, Xinjiang 830054 ,China

Abstract Objective To explore the effect of liraglutide on the expression of fat mass and obesity — associated( FTO) ,AMP - acti-
vated protein kinas( AMPK) and protein kinase B( AKT) in visceral adipose tissue of diabetic obese rats and its possible mechanism.
Methods Twenty male SD rats of SPF grade were randomly divided into two groups (10 rats in each group). They were treated with li-
raglutide [0.6mg/ (kg « d) Jor saline respectively. After 12 weeks, the rats were weighed and the samples were collected. The weight of
visceral adipose tissue and the levels of blood glucose, TG, TC, HDL - C and LDL - C were measured. The expression of FTO, AMPK
and Akt in visceral adipose tissue was detected by RT — PCR and Western blot. T — test was used to analyze and compare the data of each
group. Results The results showed that compared with the control group, the body weight, visceral fat weight, blood glucose, TG, TC,
LDL - C levels of rats in the liraglutide group were significantly lower (P <0.05), while the HDL — ¢ levels were significantly higher
(P <0.05). Compared with the control group, the levels of FTO, Akt mRNA and protein decreased significantly in the liraglutide group
(P<0.05), and the levels of AMPK mRNA and protein increased significantly (P <0.05). Conclusion Liraglutide may be involved

in the improvement of abdominal obesity in type 2 diabetes by activating AMPK pathway and inhibiting Akt pathway in visceral fat and

down regulating the expression of FTO.

Key words Liraglutide; Diabete mellitus; FTO; AMPK; AKT
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