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[ Abstract |

mellitus by evaluating fatty liver index(FLI) variation. Methods

To assess the effectiveness of Exenatide on non-alcoholic fatty liver disease(NAFLD) with diabetes

One hundred and two NAFLD patients with type 2 diabetes melli-

Objective

tus were enrolled and divided into two groups. One group were treated with Exenatide and another with Oral antidiabetic agents.
The data of BMI, blood fat, HbAlc, ALT, AST,GGT,FLI and so on were collected at enrollment and the end point of 24 weeks
treatment. The effectiveness of Exenatide were analysed by Kolmogorov-Smirnov and Pearson correlation coefficient (r) analysis.
Results The indicators of metabolic disorder,the parameters of liver biochemistry and fatty liver disease (FLI) were significantly
improved (P<C0.05) after 24 weeks treatment by Exenatide. While only BMI showed significant decrease after 24 weeks treatment
with Oral antidiabetic agents(P<C0. 05). The rest of the parameters in oral antidiabetic agants group showed no significant differ-

ence (P>>0. 05). Conclusion Exenatide has a positive effect on non-alcoholic fatty liver disease treatment who with type 2 diabetes

mellitus, especially for liver fat accumulation.
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BMI(Z =5, kg/m?) 29,084, 34 25.87+4.73 <0.01
JEEFE] Cem) 109(92~148) 101(89~141) <0.01
TG(mmol/ 1) 2.06(0.86~10.89)  1.58(0.70~4.45)  0.034
GGT(U/L) 38.5(12~118) 23(14~69) 0.02
AST(U/L) 24(13~69) 23(14~69) 0. 024
ALT(U/L) 36(14~89) 27.5(13~67) <<0.01
ALP(U/L) 83(30~131) 73(22~172) 0. 045
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GGT(U/L) 30(13~149) 31(15~173) 0. 744
AST(U/L) 21(13~61) 23(11~72) 0. 970
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HbAlc(Z=s, %) 9.57+1. 44 8.7141.55 0.08
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