
mesangioproliferative glomerulonephritis is made in <15% of renal
biopsies.

NEPHROTIC SYNDROME
Nephrotic syndrome classically presents with heavy proteinuria,
minimal hematuria, hypoalbuminemia, hypercholesterolemia, edema,
and hypertension. If left undiagnosed or untreated, some of these
syndromes will progressively damage enough glomeruli to cause a
fall in GFR, producing renal failure. Multiple studies have noted that
the higher the 24-h urine protein excretion, the more rapid is the
decline in GFR.

Therapies for various causes of nephrotic syndrome are noted
under individual disease headings below. In general, all patients with
hypercholesterolemia secondary to nephrotic syndrome should be
treated with lipid-lowering agents because they are at increased risk
for cardiovascular disease. Edema secondary to salt and water
retention can be controlled with the use of diuretics, avoiding
intravascular volume depletion. Venous complications secondary to
the hypercoagulable state associated with nephrotic syndrome can
be treated with anticoagulants. The losses of various serum binding
proteins, such as thyroid-binding globulin, lead to alterations in
functional tests. Lastly, proteinuria itself is hypothesized to be
nephrotoxic, and treatment of proteinuria with inhibitors of the renin-
angiotensin system can lower urinary protein excretion.

■ MINIMAL CHANGE DISEASE
MCD, sometimes known as nil lesion, causes 70–90% of nephrotic
syndrome in childhood but only 10–15% of nephrotic syndrome in
adults. MCD usually presents as a primary renal disease but can be
associated with several conditions, including Hodgkin’s disease,
allergies, use of nonsteroidal anti-inflammatory agents or lithium,
infections, and other glomerular diseases. MCD on renal biopsy
shows no glomerular lesion by light microscopy and is negative for
deposits by immunofluorescent microscopy or occasionally shows
small amounts of IgM in the mesangium (see Fig. A4-1). (See
Glomerular Schematic 4.) Electron microscopy, however,


