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Changs of urinary—N-acetyl-beta-D-glocosamidase and retinoid-binding protein in nephropathy
Shi Juanjuan, Gong Xuezhong, Jin Lei
Department of Inspection, Shanghai Shuguang Hospital, Shanghai200015
[Abstract] Objective To investigate the renal tubular and interstitial lesion in
glomerulopathy and renal vas ~ cular diseases with normal renal function.Methods The levels
of urinary-N-acetyl-beta-D-glocosamidase (NAG) by NAG/urinary creatinine (UCr) and retinoid— 8
0 Bk
binding protein (RBP) were detected in80persons (including20chronic glomerulonephritis,
i HEREKE e
19primary nephrotic syndrome without clinical remission, 10hypertensive nephropathy, s 704 AR R 3 R 1
20diabetic nephropathy, andl2normal persons) .Results The urinary NAG/UCr and RBP in four = B AR ot

observed groups were highter than healthy control group, particularly in NS group. Conclusion s D8R B \ AP e 2
g RS AR ErvE R R0
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Glomerulopathyand renal vascular dis ~ eases should be coexistenced by renal tubular and

interstitial lesion before chronic renal failure.
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