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Abstract

Na+, K+-ATPase can work not only as an energy transducing ion pump, but also as a
signal transducer. Na+, K+-ATPase, which acts as a receptor and binds to its ligand
(eg.cardiotonic steroids) activates multiple signaling pathways, so that it could take
part in multiple physiological and pathological processes, such as the hypertrophy or
proliferation of normal cells, apoptosis of tumor cells etc. Lucubrating the signaling
function of the enzyme is of great importance for the treatment of cardiovascular
disease and cancer in clinical practice.
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