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Cardiac Transporters in Pharmacology SSM-based electrophysiology: A method to resolve Direct measurement of respiratory chain complex
eleciric events generated by transporters activity in cardiac mitochondrial membranes
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Human iPSC derived cardiomyocytes show NCX currents and Development of a screening tool for NCX NaK-ATPase in different cells
inhibition of NCX increases the beat rate | | .
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