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Abstract Objective To observe the changes of Vaspin and IL -1 serum levels in patients with type 2 diabetes mellitus (T2DM)
and type 2 diabetic nephropathy ( DN) and explore their relationship with DN. Methods We enrolled 71 T2DM patients in our hospital.
According to the urinary albumin excretion rate (AER) , the patients were divided into two groups: simple diabetes mellitus (SDM) group
(AER <30mg/24h) and DN group (AER >30mg/24h). We also enrolled 32 healthy controls from the hospital in the same period as
control group. Serum Vaspin and IL -1 levels were detected by ELISA, and their relationship with DN were analyzed by Logistic regres-
sion analysis. Results The serum levels of Vaspin in the three groups were: DN < NC < SDM (all P <0.05). The serum levels of IL —
1 in the three groups were; NC < SDM < DN (all P <0.05). Vaspin serum levels were positively correlated with BMI (r =0.305, P <
0.05) and HDL - C (r=0.340, P =0.015), while significantly negatively correlated with IL =1 (r= -=0.570, P =0.000) and disease
duration (r= -0.299, P =0.033). Multiple stepwise regression analysis suggested that BMI, IL - 1, and HDL - C were independent
risk factors for Vaspin serum levels. Logistic regression analysis indicated that Vaspin, IL -1 and disease duration were independent risk
factors for DN (P < 0.05). Conclusion Serum Vaspin was closely related to IL - 1 level, BMI, disease course and HDL - C in T2DM
patients. Vaspin may play a protective role in the occurrence and development of DN, while long disease duration and high IL — 1 may be

important inducers of DN.
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