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Jun kinase (Jnk) is an important kinase that is involved in T cell activation, proliferation
and IL-2 production. We have found that Jnk activation by anti-CD3 plus anti-CD28
stimulation is enhanced in activated T cells compared to resting T cells. Although
MEKK2 is important in Jnk activation, phosphorylated MKK4 in activated T cells, which is
not found in resting T cells seems to be involved in enhanced Jnk activation. Jnk
activation in activated T cells is not inhibited enough by calcineurin inhibitor, and this may
explain some part of therapy-resistant GVHD.
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