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[Abstract] Objective To investigate the change of plasma visfatin and omentin level in the
population of the old type 2 diabetes with metabolic syndrome. Methods As a case control study, 120
cases were enrolled in the study, included normal control group (60 cases) and the old type 2 diabetes with
metabolic syndrome group (60 cases). Plasma visfatin and omentin levels were assayed by ELISA, the
relationship of plasma visfatin, omentin level with BMI, HOMA-IR, fasting plasma glucose levels were
analysed. Results The visfatin and omentin level in the T2DM group, visfatin (1.08+0.69)ug/L vs.
(4.06+1.04)ug/L, omentin (9.29+6.53)ug/L vs. (14.87+7.57)ug/L, P<0.01, the visfatin level were
negatively related with BMI (r=-0.331), HOMA-IR (r=-0.634), WHR (r=-0.118), FPG (r=-0.59). The
omentin level were negatively related with BMI (r=—-0.323), HOMA-IR (r=-0.338), WHR (r=-0.149), FPG
(r=-0.346). Conclusion The level of visfatin and omentin level in the T2DM group are decreased and
negatively relate with BMI, HOMA-IR, WHR and FPG.
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