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Abstract Objective
(NGAL) in chronic kidney disease (CKD) 3 period. Methods Eighty cases of patients with CKD 3 period were selected and 30 healthy

To explore the expression and significance of serum and urine neutrophil gelatinase associated lipocalin

subjects were as control. NGAL in serum and urine was detected by ELISA. The level of urinary protein, urinary N — acetyl - - D -
grape glycosides (NAG), glomerular filtration rate (GFR), and serum albumin was also detected. Change in serum NGAL and urine
NGAL between two groups was observed, and relevance with other kidney indicators was analyzed. Results Serum NGAL and urine
NGAL in CKD 3 period both were higher than those in healthy group, and the difference was significant( P <0.05). In CKD 3 period
group, level of serum NGAL was negatively correlated with GFR (linear equation: y = - 0.204x +26.869, r= -0.204,P <0.05), lev-
el of urinary NGAL was also negatively correlated with GFR (linear equation; y = —0.072x +7.615, r= -0.072,P <0.05). Besides,
in CKD 3 period patients with type 2 diabetic nephropathy, level of urinary NGAL was positively correlated with urinary protein/creatinine
ratio (linear equation: y =0. 005x —0.783, r=0.005,P <0.05). While in CKD 3 period patients with gout nephropathy, level of urina-
ry NGAL was positively correlated with urinary NAG ( linear equation: y =0.426x —11.32, r=0.426,P <0.05). Conclusion Serum
NGAL and urinary NGAL could be used to effectively evaluate chronic kidney injury and progress.

Key words Neutrophil gelatinase — associated lipocalin; Chronic kidney disease 3 period; Type 2 diabetic nephropathy; Gout ne-

phropathy
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