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Dou Yanna,et al. Department of Nephrology,The First Affiliated Hospital of Zhengzhou University ; The Renal Research Institute of Zheng-
zhou University, Henan 450052 ,China

Abstract Objective To investigate the clinical and pathological features of patients with idiopathic membranous nephropathy com-
bined with other renal pathological injury. Methods Data were collected from 1102 patients with idiopathic membranous nephropathy
(IMN) diagnosed by percutaneous nephrolithotomy in the Department of Nephrology, The First Affiliated Hospital of Zhengzhou University
from January 2015 to June 2018. The pathological and clinical characteristics of the simple IMN ( simple IMN 953 cases) group and the
IMN combined with other renal pathological injury (IMN + OPI 149 cases) group were analyzed by SPSS 21.0. Results IMN + OPI pa-
tients had higher proportion of males, older age, BUN, Scr, 24h urine protein levels and PLA2R - Ab titers were significantly increased
(P <0.05), while Hb and Alb levels were significantly reduced( P <0.05) ; The proportion of positive IgA staining in renal specimen in
IMN + OPI patients was significantly higher than that of simple IMN group(P <0.05). The scores of tubulointerstitial lesions and renal
vessel lesions were significantly higher than of simple IMN group( P <0.05), There was no statistical difference in treatment method be-
tween the two groups(P >0.05). Among the 1102 patients with IMN, simple IMN accounted for 86.48% . The IMN combined with renal
tubular/interstitial injury (IMN + RTI) group accounted for 6.72% . The IMN combined with ischemia renal injury (IMN + IRI) group
accounted for 2.81% . The IMN combined with IgA nephropathy (IMN + IgAN) group accounted for 2.36% . The IMN combined with di-
abetic nephropathy (IMN + DN) group accounted for 1.63% . Comparison of IMN + OPI and simple IMN, the most group of IMN + OPI
had significantly increased BUN, Scr, 24h urine protein levels (P <0.05), more severe tubulointerstitial lesions and renal vascular le-
sions( P <0.05), but there was no significant difference in the treatment of hormones or immunosuppressants ( P >0.05). Conclusion

In IMN + OPI group, IMN + RTI was the most common type. IMN + OPI patients present more severe clinical and pathological manifesta-

tion, providing more clues for clinical diagnosis and treatment.
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