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A case of HIV-associated nephropathy accompanied by nephrotic syndrome
and acute worsening of kidney function
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A previously healthy black man presented with acute kidney injury wtih nephrotic syndrome. His serum
creatinine and albumin concentrations were 8.0 mg/dL and 0.4 g/dL, respectively. Renal ultrasound demon-
strated an enlarged kidney with an extremely high echogenic cortex. Human immunodeficiency virus (HIV) was
serologically positive, and kidney biopsy revealed a collapsing variant of focal segmental glomerulosclerosis
with interstitial nephritis. He was diagnosed as having HIV-associated nephropathy (HIVAN). Although there
have been only a few cases with characteristic HIVAN features in Japan, the number of patients with HIVAN
who need dialysis treatment is relatively high globally, and is expected to increase even in Japan. The rapid
clinical course of HIVAN, along with its characteristic histology and the direct pathogenesis of HIV on podo-
cytes, is noteworthy. We described this case with reference to some recent findings.
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Table. Laboratory findings
Peripheral blood Urinalysis
RBC 309x10%uL  Protein 11.6 g/day
Hb 8.6g/dL  Occult blood 3+)
PIt 15Xx10%/uL  Cast
WBC 5,480/uL Hyaline (3+)
Neut 3,560/ uL Granular (+)
Lymph 1,860/ L Wax (+)
Mono 50/uL  Immunochemistry
Blood chemistry IgG 1,751 mg/dL
BUN 58.1mg/dL  IgA 181 mg/dL
Cre 8.0 mg/dL IgM 292 mg/dL
UA 7.9mg/dL  IgE 52.2 mg/dL
TP 4.9 g/dL MPO-ANCA 10 EU
Alb 0.4g/dL  PR3-ANCA 10 EU
Na 137 mEg/L  ANA <40
K 5.4 mEq/L C3 100 mg/dL
Cl 111 mEq/L C4 26 mg/dL
HCO;™ 18.4mEq/L  CH50 39.0U
Ca 7.5mg/dL Lymphocyte fraction
iP 59mg/dL  CD4" lymph 160/uL
T-Cho 341 mg/dL CD8* lymph 1,187/uL
TG 329 mg/dL B lymph 106/uL
AST 22 1U/L HIV infection profile
ALT 9IU/L  HIVADb (+)
LDH 3231U/L  HIV-RNA 26,000 copies/mL
ALP 241 1U/L
CRP 4.6 mg/dL

Fig. 1.
highly echogenic cortex (left kidney, 11.6 X 6.0 cm)

Ultrasound detected an enlarged kidney with a
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Fig. 2. Histology of kidney biopsy specimens

A : Tubular lumina are dilated and contain precipitates. The interstitium is edematous, with
massive infiltration of leukocytes. (PAS stain, original magnification X 100).

B : A glomerulus with ephithelial cells is diffusely hyperplastic. The tufts are solidified
because of capillary wall collapse. (PAS stain, original magnification X 400).

C : The collapsed glomerular capillaries show wrinkling of the glomerular basement mem-
brane (arrow heads)and are surrounded by hyperplastic visceral epithelial cells (arrows) in
continuity with adjacent parietal epithelial cells (asterisks, electron micrograph, bar 10

um).

D : Podocytes (arrows) are hypertrophic with intracytoplasmic droplets and effacement of
foot processes. (electron micrograph, bar 2um).
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Fig. 3. Clinical course
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