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[ Abstract] Objective To investigate the relationship between serum asymmetric dimethylarginine ( ADMA )
and macrovascular complications of type 2 diabetic mellitus (T2DM) and to observe the effect of intensification
therapy on the level of serum ADMA in T2DM patients. Methods 97 cases with T2DM were selected ,including 75
patients with macroangiopathy ( DM2 sub-group ) and 22 patients without macroangiopathy ( DM1 sub-group ). All
patients were hospitalized and treated with intensification therapy for not only blood glucose ,but also blood pressure
and blood fat if necessary. After that they were followed up two months later. The levels of serum ADMA were
measured with ELISA. SPSS 12. 0 software package was used to analyze the data. Results The mean level of serum
ADMA in T2DM patients with and without macroangiopathy were obviously elevated than that in control group (P <
0.05) ,and serum ADMA concentration in DM2 sub-group was significantly higher than DM 1 sub-group(P <0.05).
Multiple linear regression analysis showed that serum ADMA was positively correlated to HbA 1¢,TC, LDL-C. After
intensification therapy serum ADMA level in T2DM patients (n = 30 ) was significantly decreased ( P < 0.05).
Conclusions The level of serum ADMA is closely associated with T2DM and its macroangiopathy , also positively
correlate to HbAle, TC, LDL-C. Intensification therapy could reduce the concentration of serum ADMA in T 2DM
patients.
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