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A Novel Target for Therapy in Hypertrophic Cardiomyopathy: Ca’* Desensitizer
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[ Abstract ] Hypertrophic cardiomyopathy ( HCM) is one of the most common genetic heart disorders and leads to increased risk for
sudden cardiac deaths. At present, B-adrenergic receptor antagonists and Ca’* channel blockers are recommended for the treatment of HCM.
These drugs, which inhibit contraction by decreasing Ca>* availability, preventing arrhythmias and improving energy deficit, are
recommended for symptom relief. However, their use, especially long-term use, is not overwhelmingly well supported by clinical data.
Moreover, none of these drugs alters the natural history of the progressive pathologic remodeling in HCM. The aim of this narrative review is
to provide readers with an overview of the genetic and molecular mutations that occur in HCM and to describe their contributions to changing

** sensitivity, as revealed by basic research techniques. Recent discoveries and breakthroughs that support the premise that

myofilament Ca
increased Ca’* sensitivity is the primary stimulus for hypertrophy and other phenotypic expressions in HCM are discussed.
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