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SATO Nana : Involvement of LPA in the IBD prevention and improvement effects of lactic acid bacteria and

pectin

Inflammatory bowel disease (IBD) is caused by an excessive immune response in the intestinal tract, and up to date, there is no

possible treatment methods for it, so there is an urgent requirement to develop prevention and improvement methods. Meanwhile,

it has been shown that administration of pectin improves intestinal flora, increases the amount of lysophosphatidic acid (LPA), and

improves IBD. Since pectin can promote the growth of lactic acid bacteria, in this study we administered a combination of lactic acid

bacteria A and pectin, which are expected to be effective in preventing and improving IBD. An administration of pectin and lactic

acid bacteria A alone or in combination to IBD model mice are conducted. Administration of pectin and lactic acid bacteria A alone

or in combination improved weight loss and colon length in mice. The expression of autotaxin, an indicator of LPA production, and

LPA receptors in the colon were increased, resulting in increased expression of the anti-inflammatory cytokines TGFp and IL-10, as

well as proteins constituting tight junctions. These results suggest that administration of pectin and lactic acid bacteria can improve

IBD.
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