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Genetics of Holt-Oram Syndrome

Seyed Mohammad Akrami* PhD, Ass Prof of Genetics, Tehran University of
Medical Sciences

Parvin Amiri MSc of Genetics

Abstract

Holt-Oram syndrome (HOS) is an autosomal dominant
disorder, characterised by congenital heart and upper limb
malformations. It is a rare disorder, however, there are several

* Correspondence author,

Address: Endocrine & groups working on this syndrome worldwide since the genes
Metabolism Research Center, involved in this syndrome are important to study on the
North Karegar St, Tehran, cardiogenesis and development of hand.

IR Iran

Although genetically heterogeneous, HOS is frequently

E-mail: akramism@tums.ac.ir linked to the TBX5 gene. To review the molecular genetics of

HOS, this article has been written to highlight the importance
of this syndrome and have more attention of pediatricians,
cardiologists, heart surgeons, orthopedists and geneticists.

Key Words: Holt-Oram Syndrome, autosomal dominant,
upper limb malformations, congenital heart malformations
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