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ABSTRACT Objective: To investigate the expression and clinical significance of kidney injury molecule 1 (KIM-1) in the renal tis-
sue of Henoch-Schonlein purpura nephritis (HSPN). Methods: 150 patients with HSPN who were treated in our hospital from April 2015
to January 2018 were selected as the research objects. The expression of KIM-1 in the renal tissue was detected by immunohistochemical
method. The renal pathological damage score was evaluated by semi-quantitative scoring system. Results: The relative expression of
KIM-1 in the nephritic tissue and paranephritic tissue were (9.28+ 1.38) and (2.74% 1.30), respectively. The expression of KIM-1 in the
nephritic tissue was significantly higher than that in the paranephritic tissue (P=0.000). The scores of extracapillary glomerular activity,
mesangial proliferation, endothelial proliferation, interstitial inflammation, glomerular chronicity and tubulointerstitial chronicity index in
the nephritic tissue were significantly higher than those in the paranephritic tissue (P<0.05). The expression of KIM-1 was positively cor-
related with the glomerular chronic index, renal interstitial inflammatory index and tubulointerstitial chronic index (P<0.05). Conclusion:
KIM-1 is highly expressed in the HSPN tissue, which may serve as a reference index for evaluating the degree of renal pathological
changes.
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Fig.1 The expression of KIM-1 in nephritis and para renal tissues
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Note: A: Expression of KIM-1 in nephritic tissue; B: Expression of KIM-1 in para renal tissue.
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Table 1 Comparison of the pathological scores of nephritis tissue and para renal tissue in patients with allergic purpuric nephritis (score, xt s)

Glomeru- Mesangial Endothelial Renal interstitial Renal
Glomerular
Sample n lonephritis pellet  proliferation proliferation inflammation L tubulointerstitial
chronicity index
activity index index index index chronicity index
Nephritis tissue 150 3.22+ 045 3.32+ 0.22 2.98+ 0.41 3.29+ 0.56 3.67+ 047 3.61% 0.55
Para renal tissue 150 1.87+ 0.63 2.10+ 0.63 2.00% 0.72 2.78+ 0.61 2.81% 0.56 2.81+ 0.44
t 7.409 5.355 4.294 3.884 6.793 5.014
P 0.002 0.010 0.017 0.023 0.008 0.019

2 BREARDFGEH
Fig.2 HE staining of nephritis and para renal tissues (X 400)
ECERALR;D'EEHA,

Note: C: nephritic tissue; D: para renal tissue.
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Table 2 Correlation between KIM-1 expression in the renal tissues and the renal pathological parameters in patients with allergic purpuric nephritis

(n=150)

Index P
Glomerulonephritis pellet activity index 0.092 0.553
Mesangial proliferation index 0.087 0.671
Endothelial proliferation index 0.133 0.365
Renal interstitial inflammation index 0.533 0.000
Glomerular chronicity index 0.419 0.002
Renal tubulointerstitial chronicity index 0.482 0.000
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