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Fig. 2. Percutaneous needle biopsy specimen showing necrotic glomer-
uli and atrophic tubules in cortex and to sparing glomeruli
(arrow) in juxtamedullary cortex and medulla (H & E stain, X
20).
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Fig. 3. High power view of renal cortex, showing total global sclerosis
of glomeruli and atrophy of tubules (Silver stain, x 100).
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= Abstract =

A Case of Bilateral Acute
Cortical Necrosis

Seoung Ho Huh, M.D., Soo Hyeong Lee, M.D.
Sung Bae Park, M.D. and Hyun Chul Kim, M.D.

Department of Internal Medicine, Ketmyung
University School of Medicine, Taegu, Korea

Kwan Kyu Park, M.D.
Department of Pathology

Renal cortical necrosis is a pathological lesion as-
sociated with the clincical syndrome of abrupt onset of
gross hematuria, oliguria and anuria. It is characterized
by a bilateral, symmetrical, pathcy-to-diffuse ischemic
coagulative cortical necrosis sparing of the renal medul-
la and subcapsular rim of cortical tissue.

We report a case of acute cortical necrosis following
total hysterectomy due to massive postpartum hemor-
rhage.
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