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Myocardial injury in rats induced by 4. 8 kb deletion of mtDNA at the early stage of se-

vere burn
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Abstract: Objective To investigate the 4. 8 kb deletion of mtDNA in rat myocardial tissues at the early stage
of severe burn and identify the roles of mitochondria in the occurrence of “ cardiac shock”. Methods A total of 36
Sprague Dawley (SD) rats were randomly divided into sham scald group and 30% TBSA full-thickness scald injury
group. The 4. 8 kb deletion of mtDNA, the contents of ATP, ADP, and AMP in mitochondria, and Tn I in serum

were determined at 1, 3, 6, 12, and 24 h after bum. Results

D Partial or full 4. 8kb deletion of mitochondrial

DNA (mtDNA) was found in some rats at 1, 3, and 24 h after scald. @ Level of ATP in myocardial mithochondia
decreased obviously at 1, 3, 6, and 24 h after severe burn (P<<0.05 or P<<0.01). @ The content of Tn I 'in se-
rum was elevated dramatically at 1 h after bumn and peaked at 6 h. The changes were significant (P<0.05 or P<<
0.01). Conclusion The 4.8 kb deletion of mtDNA may induce the disturbance of energy metabolism in rat myocar-
dial mitochondria at the early stage of severe burn, which may accelerate the occurrence of “cardiac shock” .
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