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Precision cardiology: From research to practice
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Abstract With the progress of the modern information technology, the precision medicine, combined with the omics, the phenomics and

the social—environmental elements, has achieved the personalized management of the diseases. In the precision cardiology, the concepts and

the methods of the precision medicine are applied to the field of cardiovascular diseases, with large—scale, systematic and innovative

researches to support the pharmaceutical development, the risk assessment, the disease diagnosis and the management, leading eventually to

the relief of the disease burden and the improvement of the life quality. Meanwhile, the development of the precision cardiology faces

technological, social and ethical challenges. With the advances in researches and clinical applications, the precision cardiology will prove

its value in the combat with the cardiovascular diseases and improve the population health.
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