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Depleted vranium (DU) is an extremely dense metal that is
used in radiation shielding, counterbalances, armor, and ammu-
nition. In light of the public concerns about exposure to DU and
its potential role in Gulf War Syndrome (GWS), this study
evaluated the neurotoxic potential of DU using focused studies on
primary rat cortical neurons and the nematode Caenorhabditis
elegans. We examined cell viability, cellular energy metabolism,
thiol metabolite oxidation, and lipid peroxidation following
exposure of cultured neurons to DU, in the form of uranyl
acetate. We concurrently evaluated the neurotoxicity of uranyl
acetate in C. elegans using various neuronal-green Huourescent
protein reporter strains to visualize neurodegeneration. Our stud-
ies indicate that uranyl acetate has low cytotoxic potential, and
uranium exposure does not result in significant changes in cellular
energy metabolism, thiol metabolite oxidation, or lipid peroxida-
tion. Furthermore, our C. elegans studies do not show any sig-
nificant neurodegeneration following uranyl acetate exposure.
Together, these studies suggest that DU, in the form of uranyl
acetate, has low neurotoxic potential. These findings should
alleviate the some of public concems regarding DU as an etiologic
agent of neurodegenerative conditions associated with GWS.
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