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[ Abstract] Objective To investigate the effects of liraglutide on level of serum nesfatin-1 and in-
flammatory factors in newly diagnosed obese patients with type 2 diabetes mellitus (T2DM ). Methods Six-
ty-six outpatients with newly diagnosed obese T2DM (obese T2DM group) and 40 healthy subjects (healthy
control group) in the physical examination center from Jun 2015 to May 2017 were enrolled in this study.
The obese T2DM group received a subcutaneous injection with liraglutide for three months. Serum nesfatin-1,
interleukin-6 (IL-6), monocyte chemoattractant protein-1 (MCP-1), tumor necrosis factor-a ( TNF-a),
body mass index (BMI) , fasting plasma glucose (FPG), and HbAlc were compared before and after treat-
ment. Furthermore, the correlation of nesfatin-1 with inflammtory factors was analyzed. Results Before
treatment, compared with healthy control group, serum nesfatin-1 in obese T2DM group was significantly de-
creased (1=5.343, P<0.01) and serum IL-6, TNF-a and MCP-1 were significantly increased
(1= -13.358, —3.211, 3.622, all P <0.01). The level of nesfatin-1 in obese T2DM subjects was nega-
tively correlated with the level of IL-6, MCP-1 and TNF-a (r= -0.38, P=0.07; r= -0.88, P<0.01;
= -0.68,P <0.01). After treatment with liraglutide, the levels of FPG, HbAlc, BMI, IL-6, MCP-1 and
TNF-a were significantly decreased (¢ =6.735, 6.702, 6.314, 3.622, 3.897, 11.191, all P<0.01),

while the level of nesfatin-1 was significantly increased(¢= -13.560, P <0.01). Conclusion Liraglutide
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can not only effectively improve the level of serum nesfatin-1 in obese patients with T2DM, but also have po-

tential anti-inflammatory effect.
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