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A case of nonactive HBsAg carrier with hereditary spherocytosis and literature review
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Abstract: The injury of hepatocytes or bile duct cells caused by chronic hepatitis B can be manifested as
the elevation of bilirubin, mainly the elevation of direct bilirubin. The clinical manifestations of hereditary
spherocytosis (HS). Laboratory examination, bone marrow puncture and gene detection are needed to assist
the diagnosis. Patients with chronic hepatitis B should be vigilant against hemolysis, Gilbert syndrome and
Crigler-Najjar syndrome in the event of liver injury with elevated indirect bilirubin. At present, there is no
evidence shows that the incidence of HS is associated with chronic hepatitis B. A case of non-active HBsAg

carrier with HS was reported and reviewed in this paper.
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