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Introduction 
Hypertrophic Cardiomyopathy (HCM) is a common

Table : Main characteristics of HCM patients with sarcomeric mutations

Patients and Methods 
genetic cardiac disorder, caused by mutations in

genes encoding for sarcomere proteins and

transmitted in an autosomal dominant form. It is

characterized by hypertrophy in the left ventricle,

Patients and Methods 
We performed semiconductor chip (Ion

Torrent PGM) next generation sequencing of

the nine main sarcomeric genes (MYH7,

MYBPC3, TNNT2, TNNI3, ACTC1, TNNC1,
especially the septum. HCM is one of the most

common causes of sudden cardiac death in the

young with an estimated prevalence of 1 : 500 in

the general population. However, The clinical profile

and the genetic basis of HCM has not previously

MYL2, MYL3, TPM1) in 45 Tunisian HCM

patients.

and the genetic basis of HCM has not previously

explored in Tunisia.

Results 
We found sarcomere gene polymorphisms in

Aim of the study
The aim of this study is to determine the mutational

spectrum of the main sarcomeric genes (MYH7,

MYBPC3, TNNT2, TNNI3, ACTC1, TNNC1, MYL2,

12 patients (27%), with MYBPC3 and MYH7

representing 83% (10/12) of the mutations.

One patient was homozygous for a new

MYL3 mutation and two were double

MYBPC3+MYH7 mutation carriers..

Conclusion 
The mutational background of HCM in Tunisia is heterogeneous. Unlike

MYL3, TPM1) in a cohort of 45 HCM patients in

Tunisia.

MYBPC3+MYH7 mutation carriers..The mutational background of HCM in Tunisia is heterogeneous. Unlike

other Mendelian disorders, there were no highly prevalent mutations that

could explain most of the cases.


