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Background and aims: Hypertrophic cardiomyopathy (HCM) is the most prevalent heart
disease, affecting 0.2% of the global population. HCM is also the most common cause of sudden
cardiac death in individuals younger than 35 years old. Approximately 35% of affected cases are
associated with exons 8-24 of MYH?7 gene. The aim of this study was to investigate the possible
presence of mutation in exons 19-23 MYH?7 gene in patients with HCM in Chaharmahal va
Bakhtiyari province.

Methods: In this experimental study, 30 HCM patients referred to cardiology clinic in
Shahrekord University of Medical Sciences were selected by simple sampling. DNA was
extracted using standard phenol-chloroform method. Certain exons were amplified by PCR
method and converted to single stranded DNAs by SSCP procedure and, along with double
stranded DNAs, were electrophorized on polyacryl amid gel. Then, the suspected bands were
sequenced and the results were analyzed-using Chromas software.

Results: In exons 20, 21, and 23, there was no-change, but two mutations including R719W and
R870H, were observed in exons 19 and 22 in 2 and 1 patient, respectively.

Conclusion: Because these changes of exons 19 and 20 result in amino acid changes in beta
myosin, the mutations of MYH7 gene in these exons have a significant role in patients in this
province. However, it is necessary to study more patients for a better conclusion.

Keywords: Hypertrophic cardiomyopathy, MYH7 gene, Mutation, SSCP/HA.

Cite this article as: Heydari S, Khaledifar A, Pourahmad R, Hashemzadeh M, Heydari S, Bagheri N, et al.
Investigation of mutations in exons 19-23 MYH7 gene in hypertrophic cardiomyopathy patients using PCR-
SSCP/HA technique in Chaharmahal va Bakhtiari province. J Shahrekord Univ Med Sci. 2013 Oct, Nov;
15(4): 35-44.

Corresponding author:
Cardiology Dept., Shahrekord University of Medical Sciences, Shahrekord, I.R. Iran. Tel:
0989131825052, E-mail: khaledifara@yahoo.com

£t


www.sid.ir

