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A case of hereditary hemorrhagic telangiectasia misdiagnosed as liver cancer
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Abstract: Hereditary hemorrhagic telangiectasia (HHT) is a rare autosomal dominant

hereditary disease in clinical practice. Patients mainly present recurrent epistaxis. The

pathological features are mainly cutaneous and mucosal capillary dilatation and visceral

vascular malformations. The liver is often involved and can be misdiagnosed as cirrhosis

or liver cancer. This article reported a case of HHT misdiagnosed as liver cancer aiming to

provide reference for clinicians in the diagnosis and treatment of such diseases.
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