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A Case of Hepatic Involvement in Hereditary Hemorrhagic Telangiectasia Presenting as High
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Hereditary hemorrhagic telangiectasia (HHT), also known as Osler-Weber-Rendu
disease, is a rare autosomal dominant vascular disorder involving arteriovenous
malformation, HHT is characterized by recurrent epistaxis, cutaneous telangiectasia,
and visceral arteriovenous malformations, Hepatic arteriovenous malformation can
lead to high output heart failure, We report a case of hereditary hemorrhagic
telangiectasia patient who complained dyspnea and edema on both lower extremity,
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Fig. 1. Mucocutaneous telangiectasia on nose (A) and lip (B).
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Fig. 2. Chest X-ray showing cardiomegaly and
increased pulmonary vascular markings.
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guidelines for the diagnosis and management of
hereditary haemorrhagic telangiectasia. J Med Genet

£ Selo sAfelA 7 FA4 7



208

2011;48:73-87.

3.Buonamico P, Suppressa P, Lenato GM, Pasculli G,
D’Ovidio F, Memeo M, et al. Liver involvement in a
large cohort of patients with hereditary hemorrhagic
telangiectasia: echo-color-Doppler vs multislice
computed tomography study. J Hepatol 2008;48:811-
20.

4.DeLeve LD, Valla DC, Garcia-Tsao G. Vascular
disorders of the liver. Hepatology 2009;49:1729-64.

5.Mehta PA, Dubrey SW. High output heart failure. OQJM
2009;102:235-41.

6. Anand IS, Florea VG. High output cardiac failure. Curr
Treat Options Cardiovasc Med 2001;3:151-9.

7.Juares AJ, Dell’Aringa AR, Nardi JC, Kobari K,
Gradim Moron Rodrigues VL, Perches Filho RM.
Rendu-Osler-Weber syndrome: case report and
literature review. Braz J Otorhinolaryngol 2008;74:452-
7.

AHolthst&X| M343 25 2015

8.Pasculli G, Quaranta D, Lenato GM, Suppressa P,
Lastella P, Guanti G, et al. Capillaroscopy of the dorsal
skin of the hands in hereditary hemorrhagic
telangiectasia. QJM 2005;98:757-63.

9.lanora AA, Memeo M, Sabba C, Cirulli A, Rotondo A,
Angelelli G. Hereditary hemorrhagic telangiectasia:
multi-detector row helical CT assessment of hepatic
involvement. Radiology 2004;230:250-9.

10. Wu JS, Saluja S, Garcia-Tsao G, Chong A, Henderson
KJ, White RI, Jr. Liver involvement in hereditary
hemorrhagic telangiectasia: CT and clinical findings
do not correlate in symptomatic patients. AJR Am J
Roentgenol 2006;187:W399-405.

11. Buscarini E, Plauchu H, Garcia Tsao G, White RI, Jr.,
Sabba C, Miller F, et al. Liver involvement in
hereditary hemorrhagic telangiectasia: consensus
recommendations. Liver Int 2006;26:1040-6.



