Chronic Treatment With The Dally administration of
Sarcomere Modulator EDG-7500 EDG-7500 in a model of nHCM

LV relaxation and compliance preserved by

chronic EDG7500 treatment @ 5-6 months

Preserves LV diastolic filling & pressure
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Hemodynamic assessment was performed at rest and under f3-

adrenergic (B-AR) cardiac stress (dobutamine, 2 ug/kg/min V).
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