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[ Abstract ] Objective
which needs further study. Methods The clinical data of a patient with hypertrophic cardiomyopathy who admitted to our hospital in August

To provide a new candidate pathogenic gene for familial hypertrophic cardiomyopathy in genetic etiology,

2018 and her family members was collected. Then the next-generation sequencing and analysis were performed on peripheral blood sample of
the proband diagnosed with hypertrophic cardiomyopathy , screening three candidate pathogenic genes: LAMA2 , TTN and OBSCN. The twelve
members of the pedigree received the Sanger sequencing confirmation of the candidate pathogenic genes and genetic transmission analysis
lastly. Results Heterozygous mutation from phenylalanine to leucine at position 6 721 encoded by the OBSCN gene may be a potential
cause of disease in the family, and the mutation site may impair the function of gene. Conclusion OBSCN gene may be a pathogenic gene
for familial hypertrophic cardiomyopathy in this pedigree.
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