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Non-diabetic renal diseases in patients with type-2 diabetes

mellitus: clinical and pathological study of 106 cases
Li Wenge, Cheng Hong , Chen Wen , et al
Center of Nephrology, China-Japan Friendship Hospital, Beijing 100029, China

[ Abstract] Objective To investigate the clinical and pathological characteristics of non-diabetic renal diseases
(NDRD) in the patients with type-2 diabetes mellitus, Methods One hundred and six patients with type-2 diabetes
mellitus and NDRD identified by renal biopsy from July 2000 to July 2005 were analyzed retrospectively. All patients
were divided into three groups: young (<(35 years old) , middle-aged (36—59 years old) and elder (=60 years old).
Results In the group of young patients (n=10), 50% presented chronic glomerulonephritis syndrome. For patho-
logical lesions, 40% of the patients had IgA nephropathy. In the group of middle-aged patients (n=281), 29. 6%
presented nephritic syndrome, 29. 6% had chronic glomerulonephritis syndrome, 16. 1% had latent glomerulonephri-
tis and 24. 7% had renal insufficiency which was not associated with diabetic nephropathy, For pathological lesions,
42.0% of all these patients had IgA nephropathy. In the group of elder patients (n=15), 66. 7% presented renal in-
sufficiency which was not associated with diabetic nephropathy, 40% had chronic tubulointerstitial nephropathy
(TIN). The prevalence rates of IgA nephropathy were higher in both young and middle-aged groups than in the elder
group, while the morbidity of renal insufficiency and TIN was higher in elder group than in young and middle-aged
groups. Conclusion In group of elder patients with NDRD, pathological lesions was mainly TIN and clinical mani-
festation was mainly renal insufficiency, while the main pathological lesion in young and middle-aged groups was IgA
nephropathy.
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