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The analysis of the relation between urinary NAG.RBP and urinary FDP

in glomerulonephritis patients with chronic renal insufficiency
DU Xigo — gang . et al
{Department of the Renal Medicine, College of Clinical Medicine, Chongging Medical University

[Abstract]  Objective: To analyse the relation and the significance between urinary N —acetyl — beta—d — glu-
cosaminidase (NAG) . retinol — binding protein (RBP) and products of fibrin degradation ( FDP) in glomeru-
lonephritis patients with chronie renal insufficiency (CRI). Methods : We measured the levels of urinary NAG,
RBP and FDP of the 25 cases of patients with CRI hy use of colorimetry [ELISA and latex ocagulation test. Re-
suits ; The levels of urinary NAG.RBP in patients with CRI were significantly higher than those in the control
group, the levels of urinary NAG.RBP in the positive group of urinary FDP were higher than those in the nega-
tive group,and the levels in CRI patients with hypertension were higher than the levels in those without hyper-
tension. Conclusion : The procedure of the coagulation in residual nephron and hypertension may be important
factors in aggravating the tubulointerstitial lesion in glomerulonephritis patients with CRI.
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