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Managing Severe Dengue Shock
Syndrome (DSS) in PICU
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A13199 1 Laboratory evaluation of acute renal failure™

Test Prerenal Intrinsic renal Postrenal
>20 10-20 10-20
BUNY/Cr ratio >1.020 ~1.010 <1.010
Urine specific gravity >350 >300 ~300
Urine osmolality <20 >30 >40
Urine sodium <1% >2% >3%
EEM >40 <20 <20
Urine Cr/plasma Cr Normal ATN: dark granular casts, renal epithelial Normal
Urine microscopy cells/casts
Hyaline casts GN: RBCs, RBC casts, WBCs, proteinuria Hyaline casts
AIN: urine eosinophilia, WBCs, hyaline casts

AIN = acute interstitial nephritis; ATN = acute tubular necrosis; BUN = blood urea nitrogen; Cr, creatinine;

FFy, = fractional excretion of sodium; GN = glomerulonephritis; RBC = red blood cell; WBC = white blood cell.
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