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Abstract

Of 22 rabbits sensitized with GD1b, 12 developed experimental sensory ataxic neuropathy. IgM

anti-GD1b antibody was elevated in all the rabbits immunized with GD1b. Elevation of IgG anti-

body came after that. IgG anti-GD1b antibody had been elevated before neurological onset in all the

affected rabbits. Fractionation of the serum antibody by the use of the GMl-affinity column re-

vealed that the anti-GDI1b IgG antibody with no cross-reactivity to GM1 was elevated in the affected

rabbits in higher titer than in the unaffected ones. The GD1lb-positive neuronal cytoplasms of rabbit

dorsal root ganglia were larger in diameter than the negative ones. The IgG antibody monospecific

to GD1b thus may be an essential factor in this experimental sensory ataxic neuropathy by binding

specifically to GD1b-positive largevprimary sensory neurons which convey deep sensation.
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