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Role of Hippo Pathway in Heart Development , Regeneration and Disease
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[ Abstract ] The human heart lacks the ability to repair itself, so the loss of myocardial cells after injury such as myocardial infarction
can lead to heart failure and death. Therefore ,improving cardiomyocyte viability remain attractive therapeutic strategies. Hippo pathway,as a
regulator of organ size and growth, is an evolutionarily and functionally conservative pathway, which plays an important role in cell
proliferation, apoptosis and differentiation. Targeting the Hippo pathway provides a new therapeutic approach for cardiac repair and

regeneration for myocardial infarction. In this review,we summarize the findings of the past decade,reveal the role of Hippo pathway in heart

development, regeneration and disease,and explore its possible strategies in the diagnosis and treatment of heart disease.
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