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Sitprija V, Chayutipraiwan U, Suvakapha R, Viruchai C, Deesomchok U, Krisuwan S. Nephrotic
syndrome with renal failure. Chula Med J 1991 Aug; 35 (8): 525-534

A 25 year-old female patient had been diagnosed as having nephrotic syndrome with
normal renal function for 5 years. She developed progressive deterioration of renal function,
two months prior to this admission. Three days prior to this admission she developed dyspnea,
orthopnea, -anemia, oliguria and edema, and physical examination revealed evidence of
congestive heart failure with severe hypertension. Urinary examination demonstrated proteinuria
+4, red blood cells 5-10 cells/high dry, white blood cells 10-15 cells/high dry, broad and granular
cast in urinary sediment, Blood chemistry revealed elevation of blood urea nitrogen and
creatinine. The patient developed upper gastrointestinal bleedings, bleeding tendency, progressive
renal failure and expired on the 49 day of admission.

The clinical diagnosis was membranoproliferative glomerulonephritis with underlying
systemic lupus erythematosus. Post-mortem diagnosis was membranoproliferative glome-
rulonephritis (primary).

Key words : Nephrotic syndrome, Renal failure, Glomerulonephritis.
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Figure 1. Plain KUB revealed evidence of ascites  Figure 2. Chest (AP supine) showed cardiac

with slight intestinal ileus. Renal outlines enlargemetn with slight pulmonary
could not be well determined. congestion and minimal left pleural
effusion.
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Figure 3. Microscopic finding of kidney biopsy revealed circumferential cellular crescent glomeruli
with schlerosis and hyalinized glomeruli (H & E x 200).

Figure 4. Microscopic finding revealed deposition, hyaline thrombi and double layer of glomerular
basement membrane (PAS x 400).

Figure 5. Microscopic finding of kidney (postmorterm specimen) revealed glomeruli with completed hyalinized
sclerosis with interstitial fibrosis and chronic inflammatory cell infiltration.
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