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Phospholamban (PLB) is a key regulator of cardiac contraction 
and modulates sarcoplasmic reticulum (SR) Ca2+ sequestration by 
inhibiting the SR Ca2+-ATPase (Serca2) in its dephosphorylated 
state. Upon beta-adrenergic stimulation which mediates cAMP-
dependent protein kinase (PKA) phosphorylation of PLB Ser16, 
the inhibitory effect of PLB on the function of Serca2 is released. 
In failing hearts Serca2 has reduced Ca2+-reuptake activity 
because PLB is just partly phosphorylated. We have identified an 
A-kinase anchoring protein (AKAP) in SR that is in complex with 
PLB and recruits PKA to its substrate. By peptide array mapping, 
the binding site in PLB was unveiled. Disruption of AKAP-PLB 
interaction leads to decreased PKA phosphorylation of PLB. 


