NEW-ONSET DIABETES AFTER RENAL TRANSPLANTATION (NODAT)
AND NODULAR GLOMERULOSCLEROSIS OF THE RENAL ALLOGRAFT
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INTRODUCTION: Diabetes mellitus is a common metabolic complication after kidney transplantatlon occurring with a frequen
year!. However, despite the high incidence, there are described few cases of diabetic nephropatr .
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CLINICAL REPORT:
* Female, 49 years old

» History of present illness:

Servico de :
Endocrinologia, _ i
Diabetes e Me’rubmlﬁmn)

Carving b spitaky @ Univasahdno s Coimipe [CHUC]

ECE2015

B=24U May 2015

e fafCFLa CEMEE S BF Dl B 0N el DY

21th June, 2004

% 17 years old %—

16 years old 39 years old

40 years old

e

* Renal ultrasound: bilateral polycystic kidney disease
* Creatinine 1,3 mg/dL (0,6-1.1)

* Sporadic bilateral lumbar pain
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* PERSONAL HISTORY: Autosomal dominant polycystic kidney disease (ADPKD)
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UROLOGY AND RENAL TRANSPLANTATION DEPARTMENT

Clinical presentation: nausea and vomiting

Analyte (Urine)

Physical examination: Apyretic, hemodinamically stable, with no other alterations

Analyte June 2005 June 2006 Ooctober November | June 2010
2007 2009

Renal biopsy predominantly with nodular glomerulosclerosis in diabetes mellitus context clinically
known. There are no signs of acute rejection, observing mild chronic rejection phenomena with
mild fibrosis and tubular atrophy (Ci1; Ctl). Absence of Polyoma virus infection.
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diabetes mellitus identified. Thus, in the NODAT with chronic renal allograft dysfunctlnn |t s not to exclude the possibility o
also shows that in NODAT there are the same risk factors for the occurrence of late comg

CONCLUSIONS: In the case described there was a progressive graft dysfunction despite good glycemic control, with lesions of nodular glomerulnsclemsm compatible with
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in kidney allografts: nodular sclerosis and diffuse glomerulosclerosis leading to graft failure. Nephrol Dial Transplant 1999; 14: 2004-2007
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