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differentiation and function. This depends on motor proteins, which carry different kinds of

Intracellular trafficking is one of crucial factors supporting cell

cargos, and cytoskeletons, which serve as scaffold or rail of motor proteins. We showed that
a protein kinase DLK affect the intracellular trafficking via two different pathways. One is
the regulation of microtubules via the activation of JNK, and the other is the regulation of
the binding between kinesin motor and cargo molecules via adaptor protein JIP. These

findings give new insight into the molecular mechanism regulating intracellular

trafficking.
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Biol 152:959-970), & Z T, DLK-JNK %
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