Therapeutic hypothermia improves cardiac function after successful

resuscitation from cardiac arrest in a rat model of myocardial infarction
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Background Results Methods
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are involved in our models are healthy rats or swine . Since catheters
the majority of the cardiac arrest patients have coronary MI-NT (N=6) MI-HT (N=6) P
artery diseases, we investigated the effects of therapeutic _ n n
hypothermia in a rat model of cardiac arrest with Body weight, g 016.33112.34 018.33122.19 0.898
myocardial infarction. We hypothesized that therapeutic Mean arterial pressure, mmHg
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left anterior descending coronary artery (LAD) ligation for
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the femoral vein, femoral artery, and external jugular Animals were randomized into 2 groups: (1) Acute

hypothermia therapy beginning at PR 30 min when compared with

vein. A guidewire was advanced into the right ventricle MI-NT animals. myocardial infarction-Normothermia group (MI-NT group,
to iInduce ventricular fibrillation (VF) via electrical A B A B n=6): the rats underwent LAD ligation 90 min before the
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