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Secondary Hemochromatosis Following Alpha-Thalassemia: a Case Report
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ABSTRACT: Objective To enhance clinical recognition of secondary hemochromatosis (SHC)
following thalassemia. Methods We reported the clinical management of a 48-year-old man with
secondary hemochromatosis caused by chronic iron deposition due to a-thalassemia and reviewed
the relevant literature. Results The patient showed yellow sclerae, skin, and anemia for 15 years.
Physical examination revealed yellow sclerae, skin, pigmentation around the eyes, and enlarged
liver and spleen. The liver biopsy found large deposits of brown granular material in the cytoplasm
of hepatocytes. The genetic test mentioned a-thalassemia without a genetic hemochromatosis-
causing gene. The condition was in recovery after treatment with iron sulfonate. Conclusion
Secondary hemochromatosis is rare in China and progresses insidiously. Clinical symptoms include
skin pigmentation, liver cirrhosis, diabetes, heart failure, and joint pain. The diagnosis of the
disease depends on genetic testing and puncture biopsies. Prevention and monitoring are important
for this disease.
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