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Summary Cardiac contractility modulation (CCM) is a novel device-based therapy for heart failure that in-
volves applying high energy electrical signals during absolute refractory period of the myocardial action potential.
CCM has been shown to argument the strength of ventricular contraction independent of myocardial oxygen con-
sumption. The mechanism underlying CCM is to shift abnormally expressed genes and positively affecting proteins
that regulate calcium cycling, which is beyond the traditional pharmacological effects of inotropic agents. Clinical

trials showed CCM improves exercise tolerance, as measured by VO2, peak and quality of life, assessed by the

Minnesota Living with Heart Failure Questionnaire.
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