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Effects of angiotension II convertase inhibitor and angiotension Il receptor antagonist on

urine monocyte chemoattractant protein-1 in human diabetic nephropathy

YAN Zhen-cheng, ZHU Zhi-ming, ZHANG Jian-guo, WANG Hui-ming, DING Han-lu, LIU Xiao-li, LI Kai-long (Depaitment
of Nephrology: Daping Hospital Third Military Medical University, Chongging 400042 China)

Abstract: Objective To study the effects of angiotension II convertase inhibitor and angiotension 1I receptor
antagonist on monocyte chemoattractant protein-1 (MCP-1) and its significance in human diabetic nephropathy. Meth-
0ds The expression of MCP-1 was detected by immunohistochemical staining and i situ hybridization. The expres-
sion of CD68 was also examined by immunohistochemical staining. Diabetic nephropathy (DN ) patients were adminis-
tered with benazepril and losartan at random therapeutic doses. Pretreatment and post-treatment urinary MCP-1 levels
were measured by enzyme-linked immunosorbent assay (ELISA). Resuks The expression of MCP-1 in tubulointer-
stitial lesion in DN patients increased significantly (P<<0.01) in a severity-dependent manner( P<0.01). The ex-
pression of MCP-1 in glomerulus in DN patients increased significantly (P<0. 05). There was o difference between
different degrees of glomemlar lesion. The results of CD68 were the same as those of MCP-1. Urinary levels of MCP-
1 in DN patients were significantly higher than those in control. Urinary levels of MCP-1 were positively correlated
with the expression of MCP-1 in renal tubule. Afier treatment with benazepril and losartan, urinary levels of MCP-1
decreased significantly. Conclusion The expression of MCP-1 may be involved in the development of DN, especial-
ly in the formation of tubulointerstitial lesions. Angiotension II convertase inhibitor and angiotension II receptor an-
tagonist may improve tubulointerstitial lesion possibly through the inhibition of monogyte ‘nacrophage recruitment and

activation.
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Tab1 Comparison of urine protein level pre- and post treatment( x = s)

3 DN MCP1 (pg/ml % +s)
Tab 3 Level of MCP-1 in DN patients (pg/ml, X Z=s)
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Tab 2 Expressions of MCP-1 and CD68 in renal tissue in patients
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