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1 FBG.FINS.HOMAAR.ALT  (xs)
(n=10) (n=9) (n=9) F P
FBG (mmol /L) 4.44£0.50 4.80+0.44 4.40£0.91 0.567 0.581
FINS(mU/L) 12.33+1.78 15.742.16* * 12.56+2.62" 7.358 0.008
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2 TG.CHO.LDL  (x+s)
(n=10) (n=9) (n=9) F P
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Efficacy of Liraglutide on nonalcoholic fatty liver in rats
Huo Qingin Zhong Xing Du Yijun et al

(Dept of Endocrinology The Second Affiliated Hospital of Anhui Medical University Hefer 230601)

Abstract Objective
to evaluate the efficacy of Liraglutide in the treatment of nonalcoholic fatty liver(NAFLD) rat models. Methods

Proton magnetic resonance spectroscopy (' H-MRS)  pathology and serum index were used

Thirty two male SD rats were selected and randomly divided into high fat diet group and control group. High fat di—
et group were fed with high fat diet then randomly divided into Liraglutide group and placebo group after model
were successfully established and all the rats still were fed with high fat diet and respectively injected with Liraglu—

tide or saline everyday control group were fed with normal food. After 16 weeks of treatment the hepatic triglycer—
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ide content of each rat was detected by 'H-MRS and liver tissue was detected by HE stain and serum index were
tested.Results Compared with the placebo group the body weight liver index homeostasis model of assessment
for insulin resistance index and fasting insulin triglyceride cholesterol low densith lipoprotein alanine amin—
otransferase in the serum of rats were significantly decreased in the Liraglutide group (P<0.05). Compared with
placebo group the result of 'H-MRS and liver tissue in pathological in Liraglutide group showed that liver steatosis
was significantly improved some of them even become normal the content of fat in liver was decreased (P<0. 05).
Conclusion Liraglutide can significantly improve the body weight liver index and decrease the content of liver fat
in the rats with NAFLD induced by high fat diet thus it possibly can be a promising drug in the treatment of
NAFLD.
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