
S 2. PDE4A and PDE4B are not involved in the βAR control of  contraction rate in cardiac

myocytes. (A). PDE4A-KO myocytes displayed a contraction rate in response to isoproterenol

stimulation similar to that of wild type myocytes. (B). Inhibition of the residual PDE4 activity

in PDE4A-KO myocytes with rolipram enhanced the contraction rate stimulated by

isoproterenol. Identical results were obtained whne PDE4B KO myocytes were used (C) (D).

These data strongly argue that PDE4D is the PDE4 isoenzyme involved in the control of β

adrenergic signaling. The data represent the mean ± SE of N experiments from at least three

different myocyte preparations. * P < 0.05; time-course found to be significantly different by

two-way analysis of variance.


