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Role of structural alteration of bacterial lipopolysaccharide on bacterial evasion
of host innate immune responses

Matsuura, Motohiro
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Salmonella Typhimurium was used as representative Gram-negative bacteria and
generated mutant strains having reduced number of acyl groups in its lipopolysaccharide (LPS). Culture
cells of mouse and human origins were infected by the wild and mutant strains and revealed the effect of
structural alterations of LPS to less-acylated types on evasion of host innate immune responses that lead
to enhancement of bacterial pathogenicity. Among the markers of innate immune responses, cytokine
inducing activity was down-regulated by the less-acylated mutants in human cells largely caused by
evasion of TLR4 stimulation. While phagocytic activity was weakened by the mutants even in mouse cells
without TLR4 dependency and this evasion was suggested to occur generally in wide variety of host
origins.
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