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Changes of serum nesfatin-1 levels in type 2 diabetes patients with nonalcoholic fatty liver”
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[ Abstract | To investigate serum nesfatin-1 levels in type 2 diabetes (T2DM) patients with or without nonalcohol-
ic fatty liver(NAFLD). Methods The hight,weight,serum GLU,lipid profiles,INS,HbAlc, ALT,nesfatin-1 levels were measured
in 211 T2DM patients[ 98 without NAFLD(TD2M without NAFLD group) and 113 with NAFLD(TD2M with NAFLD group) ]
and 75 normal subjects(NGT group). BMI, HOMA-IR were also calculated. Results
higher in T2DM group than those in NGT group(P<C0. 05) ,and T2DM with NAFLD group had higher nesfatin-1 level than T2DM
without NAFLD group (P < 0. 05). There was a close relation between nefastin-1 of T2DM group and course of disease
(r=-—0.447,P<0. 05). NAFLD existed a significant correlation with BMI, TG and nesfatin-1(P<C0. 05). Conclusion
may partially contribute to the pathogenesis of T2DM and NAFLD.

Objective

The serum nesfatin-1 level was significantly
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