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The clinical significance of joint detection of B,-MG,glycated hemoglobin and cystatin C in early diabetic renal damage
Gan]Jiahong,Chang Lin®
(Department o f Clinical Laboratory s Bishan District People’s Hospital sChongging 402760 ,China)
Abstract : Objective To explore the clinical significance of joint detection of B;-microglobulin(B,-MG) , glycated hemoglobin and
Cystatin-C (CysC) in early renal injury in patients with diabetes mellitus. Methods 60 patients with early diabetic renal damage
were in early diabetic renal damage group and 100 patients with simple diabetes mellitus were in simple diabetes mellitus group. 50
healthy persons were the control group. Using immunoturbidimetry to detect the serum level of CysC,immunoturbidimetry trans-
mission to detect the urine level of B,-microglobulin and ion exchange high performance liquid chromatography method to detect the

level of HbAlc. Results

diabetic renal damage group and the other two groups (P<C0. 05). There were statistically significant differenees in the level of gly-

There were statistically significant differences in the level of B,-MG, glycated hemoglobin between early

cated hemoglobin between simple diabetes mellitus group and healthy control group (P<C0. 05). Conclusion

It is important for pa-

tients with diabetes mellitus to detect the 8,-MG, glycated Hemo globin and CysC in diagnosis,monitoring. prevention of early renal

injury.
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