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Assess the early diagnostic value of AGEs to diabetes mellitus with chronic complicating diseases
XING Xiao-guang. Department of Clinical Laboratory, Tianjin Port Hospital, Tianjin 300456, China
[Abstract] Objective To assess the early diagnostic value of AGEs to diabetes mellitus (DM) with

chronic complications. Methods 87 patients with DM including 51 cases male and 36 cases female were se-
lected from September 2009 to March 2010. The level of AGEs was detected by ELISA. Glucose was detected
by glucose oxidase method and HbAlc was detected by high pressure liquid chromatography (HPLC). Results
The levels of AGEs in the any DM groups were all higher than that of in control group and the differences all
had statistical significance(P all< 0.01). Only compared with DM group, there were statistical significance in the
difference of the levels of AGEs for all DM with chronic complications groups(P all< 0.01). There were no statis-
tical significance in the differences of AGEs among the groups of DM with chronic complications(P > 0.05). The
level of AGEs had positive correlation with the levels of glucose and HbAlc in DM patients(r= 0.452,r= 0.416,
Pall< 0.01). Conclusion AGEs is an important indicator for early staige diagnose DM with chronic complica-
tions, ELISA is fit for detecting the level of AGEs as routine method because of its quick, sensitive and accura-
cy, especially of no radioactive pollution.
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DM with chronic complicating diseases
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