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Clinical value of plasma NGAL and serum CysC in early diagnosis of diabetic nephropathy”
Sun Li s Niu Guoping”

(Department o f Clinical Laboratory , Xuzhou Municipal Central Hospital , Xuzhou, Jiangsu 221009, China)
Abstract; Objective To explore the changes and diagnostic value of plasma neutrophil gelatinase-associated lipocalin (NGAL)
and serum cystatin C (CysC) in diabetic nephropathy (DN). Methods 58 patients with type 2 diabetes mellitus(T2DM) were di-
vided into 2 groups according to urinary microalbumin to creatinine ratio (ACR) :normal albumin urine group ( ACR<C30 mg /
mmol) and high albumin urine group(ACRZ=30 mg/mmol). At the same time, 40 individuals undergoing healthy physical examina-
tion were selected as the control group. The levels of plasma NGAL,serum CysC,renal function and glucose were detected. The re-
sults were statistically processed. Results Plasma NGAL and serum CysC levels in the control group,normal albumin urine group
and high albumin urine group showed the gradually increasing trend, the differences were statistically significant (P<C0. 05). The
Pearson correlation analysis: plasma NGAL level was positively correlated with serum CysC, creatinine(CREA) ,and blood usea ni-
trogen(BUN) (correlation coefficients 0. 58,0. 43,0. 66 respectively, P<C0. 05) ;serum CysC was also positively correlated with ser-
um CREA and BUN (correlation coefficients 0. 73,0. 58 respectively, P<C0. 05). Conclusion Plasma NGAL and serum CysC levels
in DN patients are significantly increased, both show a significantly positive correlation and are related with renal injury degree.
Their combined detection could serve as a noninvasive diagnostic indicator for early diagnosis of DN.
diabetic nephropathy
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