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[Abstract] Objective To discuss the changes of neutrophil gelatinase - associated lipocali
(NGAL) in patients with primary nephrotic syndrome (PNS ) and the correlation with renal pathologic:
type, renal tubulointerstitial lesions and the clinical indicators. Methods Forty patients with PN
were divided into acute kidney injury (AKI) group and non - AKI group according to whether ren:
tubular necrosis (ATN) occurred in renal pathology. Moreover, on the basis of pathological type the
were divided into minimal change disease (MCD) group, mesangial proliferative glomerulonephriti
(MsPGN)  group, focal segmental glomerulosclerosis (FSGS) group, membrane proliferativ
glomerulonephritis (MPGN) group and membranous nephropathy (MN) group. Twenty healthy subject
and normal kidney tissues which came from 20 patients with renal tumor nephrectomy and were distar

from the tumor sites were the control groups. Enzyme-linked immunosorbent assay (ELISA) was applie
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to detect the serum and urine level of NGAL, and immunohistochemical staining was used to observe
the expression of NGAL in the renal tissue. Results (1)The serum and urine level of NGAL and the
expression of NGAL in the renal tissue in the PNS complicated with AKI group were significantly
higher than that in the PNS without AKI group and in the control group(P < 0.05). (2)The serum and
urine level of NGAL and the expression of NGAL in the renal tissue were enhanced in MPGN group
and FSGS group than that in the other three groups(P < 0.05). (3) Before developing to severe
tubulointerstitial lesions, with the aggravation of tubulointerstitial damage, the serum and urine level of
NGAL and the expression of NGAL in the renal tissue were increased. But when renal tubular
interstitial lesions developed to severe disease, serum level of NGAL and the expression of NGAL in
the renal tissue were decreased(P < 0.05). (4)The serum and urine level of NGAL and the expression of
NGAL in the renal tissue were positively correlated with serum creatinine(r values were 0.198, 0.352,
0.146 respectively, P values were 0.048, 0.000, 0.028 respectively), were positively correlated with
blood urea nitrogen(r values were 0.199, 0.278, 0.325 respectively, P values were 0.043, 0.000, 0.019
respectively), were negatively correlated with serum albumin(r values were —0.384, —0.318, -0.259
respectively, P values were 0.028, 0.024, 0.020 respectively) and were negatively correlated with urine
osmotic pressure(r values were —0.250, —0.256, —0.277 respectively, P values were 0.012, 0.027, 0.002
respectively).  Conclusion NGAL is a sensitive biological parameter for predicting AKI in the

patients with PNS, and it can be used to evaluate the degree of tubulointerstitial lesions and renal

function to a certain extent.
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S S A IR PR 4 HER) B B R AE RO SR IR R (R xs)
4. B /NI B e A BTSRRI . e i
VI R G 45 00 58 5 /N8 T8) J5T g 3 4 3 R AR AKIAL AKIA
F /N T ST A ] T 2 T 4 I T I NS () 20(10/10) 29(15/14) 11(6/5)
(R 39.20+19.80  34.07+18.57  38.20+15.30
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H207326% ~50% K 357 5>50% 4550 B o) 68.00£11.33  91.17465.31" 100.52:64.26"
DI =TS A ALY O3 (E . R BUN(mmol/L.) 4.11+1.30 7.67+7.13 7.70+7.12
PR E VR4 R 154 2004 304 440 eH It 1fi ALB(g/L) 44.33+3.45 20.98+6.34" 19.38+5.16"
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Fe B HLAUNGAL K3k (X +s)
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TH 1. NGAL JENGAL BHZINGAL A
fE  PE  rH PHE i P
Scr 0.198 0.048 0352 0.000 0.146  0.028
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