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Clarification of molecular mechanisms in the pathogenesis of heart failure
mediated by DNA damage response
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In this study, we focused on the DNA damage response as a factor that
promotes the pathogenesis of heart failure and analyzed it using the mouse transverse aortic
constriction (TAC) model. As a result, we found that Hmgh2 was markedly increased and the adjacent
long non-coding RNA (IncRNA) AK141659 was significantly decreased in the situation of heart failure.

In addition, AK141659 was found to have a cardioprotective effect. Furthermore, we found that
AK141659 exerts its anti-cardiac effects by reducing the "DNA damage response’.
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