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(PAM, silver)
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1. Immunoglobulin Antibody
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2. Complement Antibody
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BOWMAN'S
BASAL LAMINA

MESANOIAL MATRIX

Fig. 1. Diagram of a normal glomerulus.
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1. Minimal change disease (V]A®3}H)
Nil lesion, lipoid nephrosis, epithelial
cell disease
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Fig. 2. Diagram of diffuse podocvte spreading.
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Fig. 3. Diagram showing multiple small subepi-
thelial deposits. The epithelial cells cover
both the deposits and the “spikes™ of glo-
merular basement membrane that lie
between the deposits.
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4. Membranoproliferative

Glomerulonephritis
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Fig. 4. Diagram of tvpe | membranoproliferative
glomerulonephritis with a markedlv wid
ened subendothelium that contains depos-
its, cytoplasmic extensions of adjacent cells,
and a second laver of basement membrane
beneath the endothelial cell laver. This has
been called mesangial interposition, but the
exact nature of the cells has not been es-
tablished. The mesangium contains an in
creased number of cells as well as depos
is.
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(1) With immune deposits
- Infection :
Cryoglobulinemia, Hepatitis B, Hepatitis C,
Malaria, Schistosomiasis, EBV, HIV
* Autoimmune diseases :
SLE, Rheumatoid arthritis,

drome

Sjogren’s  syn-

- Dysproteinemia :
Light chain deposition disease, Waldenstrom’s
macrogiobulinemia
(2) Without immune deposits
- Chronic liver disease

- Thrombotic microangiopathies :

Fig. 5. Diagram of type Il membranoproliferative
glomerulonephritis. The glomerular base-
ment membrane contains a dense, continu-
ous deposit. There is an increase in the
number of mesangial cells and in the
amount of mesangial matrix.

S 547 -



—wWagEE A 23 ¥

HUS/TTP, Anti-phospholipid antibody syn-
drome, Radiation nephritis.
+ Diabetic nephropathy

5. Crescentic glomerulonephritis
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