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Temporal spatial analysis and physiological significance of ATP variability in
myocardial infarction by ATP-visualized mice
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We succeeded for the first time in the world to create genetically modified
mice expressing FRET protein GO-ATeam that can visualize changes in ATP concentrations in real time.
In addition, the applicant was able to visualize and quantify changes in the ATP concentration of

the heart beating in real time in vivo. It was found that the ATP concentration of the heart
fluctuates with the change of the oxygen consumption when the amount of ATP of the heart was
examined over time by an acute load by using this mouse. Acute ischemia found that ATP is
transiently increased in ischemic area. It was found that the ATP level of the heart was hardly
changed even in heart failure and diabetes.
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