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MeSH Mitochondrial DNA Deletion;
ABSTRACT
the mitochondrial DNA( mtDNA) .

as the templet DNA of PCR directly.

Methods and Results

detected in five patients with coronary heart disease.

chondrial DNA was detected in one patient with coronary heart disease.

ment of approximately 450 bp corresponded to human nucleic genome.

linked to the pathogenesis of coronary heart disease.

Cytochrome C Oxidase Subunit Gene;

Coronary Heart Disease

Aim To explore the relationship between the pathogenesis of coronary heart disease and the rearrangement in
Traced mtDNA was adsorbed by glass milk method and was taken
The nest PCR was used to test 100 bp corresponding to deleted mitochondrial DNA and was
A short fragment of approximately 600 bp correspondeding inserted mito-

These didn’ t appear in the normals. Another short frag-
Conclusion The mitochondrial CO2 gene may be

The length mutations of the mtDNA that encodes several subunits of the res-

piratory chain complexes contribute to the depravation of some forms of atherosclerosis.
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1. BLRBEMERZACERAREYTHEER
Figure 1. The CO2 fragment (901 bp) gained by glass— milk
combined PCR method. Lane 1: DNA marker, Lane 2~ 3: CO2
fragment (901 bp) gained from CHD patients, Lane 4~ 7: CO2 fragment
(901 bp) gained from the nomal.
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2. BILREBEE CO2 FERMEH
Figure 2. Rearrangement of CO2 gene gained by nest PCR.
Lane 1: 100 bp ladder, Lane 2~ 4: Nested CO2 fragment gained from

CHD patients, Lane 5: Nested CO2 fragment gained from the normal.
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