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[Abstract] Objective To investigate the relationship between HbAlc of the new diagnose T2DM patients and
the complications of DM including renal impairment and vasculopathy. Methods There were 221 new diagnosed
T2DM patients. All patients were checked up carotid artery with color Doppler ultrasound (carotid artery’s IMT val-
ue>1.3 mm regard as vasculopathy). Besides,the concentration of urine microalbumin (urine mAlb>22. 5 mg/L re-
gard as renal impairment) and HbAlc in blood were detected by different methods. With the ROC curve there are dif-
ferent cut-off points of HbAlc,and they had different sensitivity and specificity to estimate the vasculopathy and re-
nal impairment of DM. Results Using different HbAlc' pointcut to confirm the complication of the new diagnosed
T2DM, The cut-off point of HbAlc==6.75% had a sensitivity of 93. 4 % ,a specificity of 77. 4% (ROC=0. 929). The
second pointcut of HbA1eZ=6. 85% had a sensitivity and specificity of 91. 7% and 76. 8 % (ROC=0. 918) , respective-
ly. Similarly,in the case of HbAlc==>7. 35% the sensitivity and specificity were 85.7% and 91. 4% (ROC=0. 943) ,
respectively. Conclusion HbAlc has a high sensitivity and specificity, when it is used to diagnose vasculopathy and
renal impairment complications of DM in the early phase. It is significant to the prevention and treatment of the DM
with the complication of vasculopathy or renal impairment.
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