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Association of urinary NGAL and KIM-1 with the degree of renal
interstitial fibrosis in IgA nephropathy*

Man Li-ping, Dong Feng-ming
(Department of Nephrology, Taizhou People's Hospital Affiliated to Nanjing Medical University,
Taizhou, Jiangsu 225300, China)

Abstract: Objective To investigate the association of urinary neutrophil gelatinase-associated lipocalin
(NGAL) and kidney injury molecule-1 (KIM-1) with the degree of renal interstitial fibrosis in patients with IgA
nephropathy (IgAN). Methods A retrospective cohort study was conducted on 104 IgAN patients admitted to
Taizhou People's Hospital Affiliated to Nanjing Medical University between April 2021 and June 2024. Patients were
stratified into mild (n = 42), moderate (n = 34), and severe (n = 28) groups based on the degree of renal interstitial
fibrosis. Concurrently, 28 patients with membranous nephropathy treated at our hospital during the same period
served as the disease control group, while 30 healthy volunteers undergoing health checkups at our hospital during

the same period served as the normal control group. Urinary NGAL and KIM-1 levels were compared across groups.
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The correlation between urinary NGAL and KIM-1 levels and the degree of renal interstitial fibrosis in IgAN
patients was analyzed. The predictive value of urinary NGAL and KIM-1 for the degree of renal interstitial fibrosis
in IgAN patients was evaluated. Results The levels of urinary NGAL and KIM-1 gradually increased with the
severity of renal interstitial fibrosis (P < 0.05). Pairwise comparisons among the mild, moderate, and severe groups
showed statistically significant differences in the levels of Scr, urinary microalbumin, 24-hour urinary protein
quantification, TRF, and eGFR (P < 0.05). Spearman correlation analysis revealed that urinary NGAL levels (r, =
0.359) and KIM-1 levels (r, = 0.413) were positively correlated with the degree of renal interstitial fibrosis in [gAN
patients (P < 0.05). ROC curve analysis demonstrated that the sensitivities of urinary NGAL and KIM-1, both
individually and in combination, for predicting the degree of renal interstitial fibrosis in IgAN patients were 59.7%,
67.7%, and 72.6%, with the specificities being 88.1%, 85.7%, and 90.5%, and the areas under the curves being
0.794, 0.816, and 0.874, respectively. Conclusion Urinary NGAL and KIM-1 levels correlate closely with the
severity of renal interstitial fibrosis in IgAN patients. The combination of NGAL and KIM-1 may serve as an

auxiliary indicator for assessing the pathological severity of IgAN, thereby contributing to improved treatment

4736 &

outcomes and prognosis.
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S NGAL ELISA 7 & 5 i 75 5 AR YRk A TR A 42 4758491 2220 24.61=1.15 7(16.67)
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PaFE %t R4 o o
L B K R . 2 TR A PRI HE 2 28 4237 + 4.61 8.72 +1.51
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