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METHODS  Association rate for dATP binding to SERCA is 80% higher than the needed
association rate for ATP (Table 1) * Therapeutic effects of dATP likely depend on its effects on both myosin
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* The myocyte model was coupled to a Markov model of crossbridge
cycling: state occupancies were input into the myocyte model to
compute Ca?* buffering and Ca?+ concentration determined from the
myocyte model was input into the sarcomere model (Figure 2)
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