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PART 13
Disorders of the Kidney and Urinary Tract
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Figure 340-4 Radiographs of vesicoureteral reflux (VUR) and reflux nephropathy. A. Voiding cystourethrogram in a 7-month-old baby
with bilateral high-grade VUR evidenced by clubbed calyces (arrows) and dilated tortuous ureters (U) entering the bladder (B). B. Abdominal
computed tomography scan (coronal plane reconstruction) in a child showing severe scarring of the lower portion of the right kidney (arrow).
C. Sonogram of the right kidney showing loss of parenchyma at the lower pole due to scarring (arrow) and hypertrophy of the mid-region
(arrowhead). (Courtesy of Dr. George Gross, University of Maryland Medical Center; with permission.)

not indicated in adolescents or adults after scarring has occurred.
Aggressive control of blood pressure with an angiotensin-converting enzyme inhibitor (ACEI) or angiotensin receptor blocker
(ARB) and other agents is effective in reducing proteinuria and
may significantly forestall further deterioration of renal function.

development of microalbuminuria in a child with sickle cell disease
may warrant consultation with a nephrologist and/or therapy with
low-dose ACEIs. Papillary necrosis may result from ischemia due
to sickling of red cells in the relatively hypoxemic and hypertonic
medullary vasculature and present with gross hematuria and ureteric
obstruction by sloughed ischemic papillae (Table 340-3).

SICKLE CELL NEPHROPATHY
The pathogenesis and clinical manifestations of sickle cell nephropathy
are described in Chap. 341. Evidence of tubular injury may be evident
in childhood and early adolescence in the form of polyuria due to
decreased concentrating ability or type IV renal tubular acidosis years
before there is significant nephron loss and proteinuria from secondary FSGS. Early recognition of these subtle renal abnormalities or

TUBULOINTERSTITIAL ABNORMALITIES ASSOCIATED
WITH GLOMERULONEPHRITIS
Primary glomerulopathies are often associated with damage to tubules
and interstitium. This may occasionally be due to the same pathologic
process affecting the glomerulus and tubulointerstitium, as is the case
with immune-complex deposition in lupus nephritis. More often,
however, chronic tubulointerstitial changes occur as a secondary
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