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Significance of mitochondrial DNA deletion in

congestive heart failure
Zhao Zhiming Li Gengshan Xu Jiali et al
(Department of Geriatric,the First Affiliated Hospital of
Hubei Medical University , Wuhan 430060)

Abstract The relationship between mitochondrial DNA (mtDNA)5. 0 kb deletion and conges-
tive heart failure (CHF )was investigated in 72 CHF patients by polymerase chain reaction (PCR)
technique. The results showed much higher levels of mtDNA 5. 0 kb deletion in the patients of CHF
than in those of control(0. 254+0. 08% vs 0.032+0. 01%, P <<0. 01). The levels of mtDNA 5. 0
kb deletion in the group of coronary artery disease and dilated cardiomyopathy were much higher
than in those of rheumatic heart disease and hypertensive heart disease, respectively ( P <Z0. 05).
The study also demonstrated the levels of mtDNA 5. 0 kb deletion were increased with the in-
creased heart functional classes ( P <C0. 05). Thus,mtDNA deletion may effect the developmental

mechanism of CHF.
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5% K3 52 ~3’ Xt A B
1828 CCCCTCTAGAGCCCACTGTAAAGC 8 282~8 305
L80 CACCCCCACGGGAAACAGCAGTGATT 800~825
H1385 GTTGAGGTCTAGGGCTGTTA 1 3851~1 3832
H135 CACCTCATGGGCTACACCTTGACCT 1 350~1 326
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