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Quantitative analysis of copy number circulation cell-free mitochondrial DNA in plasma of the

patients with acute myocardial infraction and its clinical significance
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Abstract ; Objective

To explore the changes in the levels of plasma circulation cell-free mitochondrial DNA (mtDNA) in pa-

tients with acute myocardial infarction (AMI) and the relationship between myocardial injury markers with its clinical significance.

Methods

group. Cell-free mtDNA levels in plasma of the subjects were tested by real-time PCR. Results

A total of 50 cases of healthy volunteers were selected as control group,and 50 cases with AMI were selected as AMI

The expression of circulation cell-

free mtDNA in the control group and AMI group were 4 X 10" (2.5X10",9.5X10")copies/mL and 2. 2X10° (4, 9X10°,0. 8 X10°)

copies/mL, respectively. The difference was statistically significance (P<Z0. 05). Conclusion

The circulating cell-free mtDNA lev-

els are increased in patients with AMI, circulation cell-free mtDNA levels may serve as a biomarker in the diagnosis of AMI.
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