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[ Abstract] Objective  To investigate the incidence, pathological distribution and clinical characteristics of non-di-
abetic renal disease (NDRD) in patients with diabetic nephropathy {DN). Methods A total of 114 type 2 diabetic pa-
tients who had renal biopsies performed during 1990-2000 were studied retrospectively. Renal diseases other than diabetic
nephropathy were found in 17 patients, whose clinical and pathological features were well observed. Results In the 114
DN patients, there were 17{14.9% }complicated with NDRD (13 males and 4 females). Their ages on admission ranged
from 31 10 65 years old {mean 51%10.19). In NDRD, IgA nephropathy was the most common disease, accounting for
47.1%, followed by membrane nephropathy in 17.6% , tubular interstitial nephritis in 11. 7%, renal injuries induced by
hypertension in 5.9% , microscopic polyangiitis in 5.9% , renal amyloidosis in 5.9% and Henoch-Schénlein purpura in
5.9% . All patients presented proteinuria and 8 had micro-hematuria, while retinopathy was rare in patients with NDRD.
Histologic evaluation paralleled the characteristics of different disease entities. Conclusions There were 14. 7% of DN
patients complicated with NDRD. In NDRD , the most frequent disease entities are IgA nephrepathy and membrane ne-
phropathy, followed by tubular interstitial nephritis, renal injuries induced by hypertension, microscopic polyangiitis, renal
amyloidosis and Henoch-Schénlein purputa. For comparatively short course of disease, inconstant clinical and pathological
characteristics, distinctive diagnosis can easily be made. It is necessary that type-2 diabetic patients with proteinuria and/
or hematuria, no matter with or without retinopathy, should receive renal biopsiy to make sure whether NDRD coexists.
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