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Abstract Objective
(CHD). Methods

To investigate the relationship between LMNA gene mutation and people with congenital heart disease

DNA was isolated from 100 patients with CHD and 100 healthy children as controls. Polymerase chain reaction

(PCR) and DNA sequencing were used to detect all 12 exons sequences of LMNA gene and then the DNA sequences were further com-

pared with the LMNA sequence in Pubmed’s genebank. Results

The mutation of LMNA gene was not found in all CHD patients and con-

trol subjects. Conclusion The mutation of the LMNA gene is may not related to CHD in the people.
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