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Radionuclide Molecular Imaging in Myocardial Injury
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[ Abstract] Myocardial injury is one of the important causative factors of cardiovascular-related diseases. The causes of myocardial

injury are diverse and the mechanisms are complex and unknown. Early and timely detection of myocardial injury and corresponding

interventions can help to interrupt, delay and reverse the extent of myocardial injury,which has become a hot topic of research in recent years.

The ability of radionuclide molecular imaging to trace the molecular activity of myocardial injury process in vivo has been highly anticipated.

Therefore , this article is intended to review the basic principles,research progress and potential applications of the new radionuclide molecular

probes that have been discovered for the diagnosis of myocardial injury.
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