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The comparative efficacy of liraglutide, linagliptin and metformin in the treatment
of type 2 diabetes(T2DM) complicated with non-alcoholic fatty liver disease
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Abstract ;[ Objective ] To compare the efficacy of liraglutide, linagliptin and metformin in the treatment
of type 2 diabetes(T2DM) complicated with non-alcoholic fatty liver disease(NAFLD). [ Methods A total
of 90 T2DM patients with NAFLD were selected and randomly divided into 3 group. Each group had 30
patients, and each group was received liraglutide, linagliptin, and metformin respectively for 12 weeks.
Before and after the treatment, the body weight (W), body mass index (BMI), blood glucose (FPG,
2hPG), glycosylated hemoglobin(HbAlc), hemeostasis model assessment of insulin resistance (HOMA-
IR), blood lipid(TC, TG, LDL-¢), liver function(ALT, AST, GGT), and the classification of NAFLD
(classified by liver CT scan) were monitored and compared. [ Results |Before the treatment, there was no
significant difference in the three groups of the indexes above, but after the treatment of 12 weeks, all the
indexes except for W, BMI of the linaglitin group were significant ameliored compared to before; blood

glucose, HbAlc, blood lipid, liver function and the alleviation of the NAFLD grade in the liraglutide
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group were significant superior to the other two groups(P <C0. 05), but the difference of HOMA-IR be-

tween the liraglutide and linagliptin groups was not significant; the blood glucose, HbAlc, HOMA-IR,

blood lipid, liver function and alleviation of the NAFLD grade in the linagliptin group were superior to the

metformin group(P<C0. 05). There was one patient suffered from gastrointestinal discomfort accompanied

with diarrhoea in the metformin group, while no obvious side effect was discovered in the other groups.

the differences were not significant (P >>0. 05). [ Conclusion | Liraglutide can significantly ameliorate the
blood glucose, HbAlc, blood lipid, liver function and the grade of NAFLD in T2DM with NAFLD, and is

worthy of clinical recommending.
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