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In the present study, we generated a Caenorhabditis elegans model in which the expression
of DNC-1, the homolog of dynactin 1, is specifically knocked down in motor neurons. This
model exhibited severe motor defects together with axonal and neuronal degeneration. We
also observed impaired movement and increased number of autophagosomes in the degenerated
neurons. Furthermore, the combination of rapamycin, an activator of autophagy, and
trichostatin which facilitates axonal transport dramatically ameliorated the motor

phenotype and axonal degeneration of this model.
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