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Abstract

Objective: To report a case progressing rapidly from acute kidney injury to chronic kidney disease
stage 5, pathologically confirmed as oxalate nephropathy complicated with mild mesangial prolif-
erative diabetic nephropathy (Grade IIa) by renal biopsy, so as to improve clinical recognition of
rapid renal failure caused by oxalate nephropathy and diabetic nephropathy. Methods: The clinical
data, laboratory examinations, imaging findings and renal pathological results of the patient were
retrospectively analyzed, and relevant literatures were reviewed. Results: A 59-year-old male pa-
tient with 4-year history of type 2 diabetes was admitted due to bilateral lower extremity edema,
poor appetite and fatigue for 4 days. The peak serum creatinine reached 2173.2 pumol/L, accompa-
nied by severe hyperkalemia, metabolic acidosis and high-grade atrioventricular block. Renal bi-
opsy was performed after emergency blood purification and internal environment correction, which
showed acute tubulointerstitial injury with oxalate crystal deposition complicated with mild mesan-
gial proliferative diabetic nephropathy. After treatment with glucocorticoids, fluid replacement and
urine alkalinization, renal function failed to fully recover, and the patient maintained hemodialysis.
Conclusion: Diabetic patients with high oxalate load are prone to oxalate nephropathy, which rap-
idly progresses to end-stage renal disease. Early renal biopsy, timely blood purification and tar-
geted intervention can improve patient prognosis.
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Figure 2. Vacuolar degeneration of capillary endothelial
cells, EM x4000
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