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Analysis of mtDNA Deletion on Heart Muscles of
Hypertrophic Cardiomyopathy Patients

YIN Gui—-Zhi ZHANG Li—Rong LI Dian—Fu ZHANG Li—Shan
(Nanjing Railway Medical College, Nanjing 210009)

Astract Using long PCR and primer shift long PCR techniques, we analyzed the mitochondrial DNA
(mtDNA) isolated from the heart muscles of 3 hypertrophic cardiomyopathy (HCM) patients and 10 nor-
mal abortive fetuses. Almost 5.0kb deletion was found in the heart mtDNA of one HCM patient, while no
deletion was detected in that of 10 fetuses. It is concluded that HCM may correlate with mtDNA deletion.
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