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WFZER IR DOBEE (3530) : In the present study, we examined the possibility of the functional
assembly of Cavl.2 and Cav1.3 subunits to yield the sustained inward Na* current (%), a
pacemaker current in sinoatrial node. Heterologous coexpression of Cavl.2 and Cavl.3 in
HEK cells resulted in an ensemble of Ca2* currents attributed to each Cav channel. On the
other hand, the chimeric channel consisting of repeat I and II from Cav1.2 (or Cav1.3) and
repeat III and IV from Cav1.3 (or Cavl.2) elicited a rapidly inactivating Ca2+ current but
failed to evoke a Nat* current similar to Lt Taken together, it is not likely that the
heteromeric assembly of Cavl.2 and Cav1.3 subunits underlies %t in sinoatrial node.
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