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Is mitochondrial dysfunction related to delayed neuronal cell death after radiation
exposure?
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Recently it is reported that mitochondrial dynamics may contribute to function
of the neuron. However, little is known about the radiation-induced mitochondrial fragmentation in these
neurons, especially in axons.We examined the effects of radiation exposure on rat primary neuron. We
found radiation exposure induced elongation of the axon. To study the effect of mitochondrial fission on
shape of neuron after irradiation, we knock down central mitochondrial fission protein, Drpl protein
expression. The neuron knock down Drpl expression did not elongate axon after gamma-irradiation.

As a result, promotion of mitochondrial fission after irradiation may effect on axon elongation after
exposure.
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