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[ Abstract |

and non-alcoholic fatty liver disease. Methods

Objective To investigate the efftects of liraglutide on hepatic fat deposition in obese patients with type 2 diabets
Totally 71 obese patients with type 2 diabetes and non-alcoholic fatty liver disease
which have poor glycemic control undergoing single antidiabetic-drug treatment with metformin were participated in the study. The
patients were treated with liraglutide for 6 month. FBG,2hPBG, HbA1C,BMI, HOMA-IR,CAP and LSM were measured, transient
After liraglutide therapy, FBG,2hPBG,HbA1C,
BMI, HOMA-IR were significantly decreased (P<C0. 01); CAP and LSM were also decreased (P<C0.01). Conclusion

with liraglutide on top of ongoing metformin therapy in obese patients with type 2 diabetes and non-alcoholic fatty liver significantly

elastic imaging technique was used to Evaluate the hepatic fat deposition. Results

Treatment

reduces the hepatic fat deposition.
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