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The function and role of Ca*/calmodulin-dependent protein kinase II in lymphocytes
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The function and role of Ca*/calmodulin-dependent
protein kinase II in lymphocytes

Kano TANABE

Abstract

Ca*/calmodulin-dependent protein kinase II (CaMKII) is a serine/threonine-specific
phosphokinase and is expressed as a ubiquitous protein. CaMKII is known as an important kinase
in brain and heart. However, functions of CaMKII in other cell types are not well-understood. Here,
we review the known mechanisms and functions of CaMKII in lymphocytes and state the role of
CaMKII in the regulation of IgE class switch recombination.



