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Abstract

Obijective : his study was designed to compare efficacy and safety of calcineurin inhibitors(CNIs)
and cyclophosphamide(CTX) in treating idiopathic membranous nephropathy (IMN) in patients
with type 2 diabetes. Methods : e included 89 IMN patients with type 2 diabetes and classified

them into 3 groups according to their initial treatment regimens. We employed Kaplan Meier

analysis and Cox regression models to assess the association between different therapeutic

regimens and IMN remission, and risks of developing a 30% decline in eGFR or ESRD. Results :n

Kaplan Meier survival analysis, the IMN patients initially treated with CNIs had higher risk to
develop a 30% eGFR decline or ESRD(P=0.010), as opposed to those treated with CTX. The
association remained significant in multivariate Cox regression analysis. The possibility to reach

complete remission(P=0.68) and total remission (P=0.20) was similar between the two groups.
Conclusions : n patients with type 2 diabetes and IMN, treatment with CNIs or CTX did not differ

in proteinuria remission and risks of elevated fasting blood glucose. However, CNIs were

associated with higher risk of renal function deterioration as compared with CTX.

Key words : Type 2 diabetes; idiopathic membranous nephropathy; calcineurin inhibitors;

cyclophosphamide.
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