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The pathogenic mechanisms of peripheral nerve disorders
associated with severe sepsis —A study of the protective effect

of X factor inhibitor—
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Although peripheral nerve disorders are associated with sepsis, the pathogenic mechanisms
involved have yet to be clarified and treatment is not well established. Our data
demonstrated that increase of rheobase without electro—microscopic degeneration implied
that alteration of threshold, rather than degenerative changes, might develop in
peripheral nerve tissue in the early phases of sepsis. This suggests the possibility that
these factors are likely to be associated with peripheral nerve disorders such as critical
illness polyneuropathy. Furthermore, since the combined effect of danaparoid and
antithrombin3 resulted in clinical improvement, our data suggests that it might
significantly affect the medical treatment of severe peripheral neuropathy associated

with sepsis.
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