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The analysis of neuronal activity and the mechanism of neuronal

network construction.
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Abstract

The construction of neuronal network is an important event to exercise the sophisticated
functions of brain, such as recognition and memory. This comes from an appropriate
development of cerebellar cortex and hippocampus along with a developmental program.
There are many molecules involved in development of cerebellar cortex and
hippocampus. Ndell, 14-3-3 epsilon and cytoplasmic dynein have crucial roles in these
process. The purpose of this study is to clarify the structure, function and regulatory
mechanism of cytoplasmic dynein activity, which details have not been analyzed well
because of its huge molecular size. Cytoplasmic dynein is a molecular motor, which
binds to cargos and transport them from minus end of microtubules into plus end.

However, how cytoplasmic dynein motor activity is regulated has not been clear. That’s



why I try to make clear what molecules are important for the regulation of cytoplasmic

dynein motor activity. These results contribute to the profound understanding of

molecular mechanism of the regulation of cytoplasmic dynein function.
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