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WFFERC R OMEL (3530) -

We investigated regulation of L-type Ca2+ channels by calmodulin (CaM) and
phosphorylation. CaM bound to prelQ and 1Q regions in the C-terminal of the channel.
PKA phosphorylated Ser1574 and Ser1626 as well as Ser1927 (guinea-pig). The
facilitatory effect of CaM was enhanced by CaMKII-mediated phosphorylation of

Thr1603, suggesting a cross-talk between the CaM’s effect and channel
phosphorylation.
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