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Abstract: Objective To investigate the diagnostic value and diagnostic cut-off point of glycocsylated hemoglobin Alc and
(HbA1lc) glycated albumin (GA) levels in diabetic retinopathy (DR). Methods According to the criteria of DR,500 pa-
tients with type 2 diabetes mellitus (T2DM) were classified into non-diabetic retinopathy (NDR) group (215 cases) , back-
ground-diabetic retinopathy (BDR) (183 cases) and proliferative-diabetic retinopathy (PDR) group (102 cases), while 165
healthy subjects were selected as the normal control group. The levels of fasting plasma glucose (FPG), postprandial 2h
blood glucose (2hPG) , glycocsylated hemoglobin Alc (HbAlc) and glycated albumin (GA) were measured. The relationship
between GA and HbAlc and DR was evaluated by Pearson correlation analysis. The diagnostic value of GA and HbAlc in
diabetic retinopathy was evaluated by the receiver operating characteristics (ROC) curve. Results The levels of NDR
group, BDR group and PDR group gradually increased, the difference between the groups were statistically significant ( F=
7.936~11. 348, all P<<{0.05). There was a positive correlation between GA and HbAlc in patients and FPG and 2hPG (r=
0.754,0.782,0. 691 and 0. 782,all P<{0.05). The area under the ROC curve of GA and HbAlc diagnosed DR was 0. 932
and 0. 856. The difference was statistically significant ( P<C0. 05). Conclusion GA and HbAlc could reflect the severity of
diabetic retinopathy. The optimal cut-off point of GA and HbAlc was about 19.25% and 8. 05%. The diagnostic efficiency
of GA was higher than that of HbAlc.

Keywords: fasting plasma glucose (FPG) ; two hours postprandial plasma glucose (2hPG) ; glycocsylated hemoglobin Alc
(HbATc) ; glycated albumin(GA) ;diabetic retinopathy(DR)
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