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Secondary Hemochromatosis in a Patient with Aplastic Anemia

—An autopsy case report —

Seung-Mo Hong, Ghil Suk Yoon, Young Min Kim, Hojung Lee,
Gyeong Hoon Kang, and On-Ja kim

Department of Diagnostic Pathology, Asan Medical Center College of Medicine,
University of Ulsan, Seoul 138-736, Korea

We report an autopsy case of secondary hemochromatosis associated with multiple frequent blood transfusion for the treatment
of aplastic anetnia. A 23-year-old man had been diagnosed as having aplastic anemia at the age of 13. He received a whole
blood transfusion, about 1280 ml, every month during the past 10 years. Recently he developed diabetes mellitus and a con-
gestive heart failure. The autopsy revealed that multiple organs were affected by secondary hemochromatosis, including the
liver, heart, pancreas, spleen, bone marrow, stomach, thyroid gland, adrenal glands, and testes. The lungs and liver showed
gross and microscopic findings consistent with a congestive heart failure in addition to hemochromatosis. The derails are
presented. This is a case of rare secondary hemochromatosis occurring in a young man and presenting the classic histopathologic
changes indistinguishable, from those of primary hemochromatosis. (Korean J Pathol 1998; 32: 608 —612)
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Fig. 1. The enlarged liver s brown and Oon and shows motled
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Fig. 3. Light microscopic examination of liver shows diffuse
centrilobular ischemic pecrosis and atrophy doe o chronic con-
aestivie heart failure

Fig. 2. The puncreas is variegated by ran and vellow hue, Dif-
fuse faity infiliration s obszerved between parenchymal lobules.

Fig, 4. Dniffuse hemosiderin accwmuolation oot only i hepa-
tcvies and Kopffer cells, but also in biliary epithelial cells and
maerophages of poral spaces,
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Fig. 5. Hemosiderin granules are deposited within the myocar-
dial fibers. Atrophic and compensatory hypertrophic myocardial
fibers are noted. (iron stain)
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Fig. 6. The pancreatic parenchymal atrophy and fatty infilira-
tions in pancreas are noted. Hemosiderin granules are deposited
in acinar cells, islet cells, and stromal fibroblasts.

Fig. 7. Dense hemosiderin deposits are observed in the zona
glomerulosa and fasciculata of the adrenal gland.
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