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Immune control by polysaccharides derived from microbes
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There are 2-3 million of sepsis patients per year in the world. In
Japan, we approximately observe 300,000 sepsis patients, leading to 100,000 to150,000 death per
year. It is the major treatment of sepsis to suppress the initial inflammation by anti-inflammatory
drugs. However, 70% of deaths are caused by hypo-immune responses induced in the late phase of
sepsis. In this study, we attempted to identify an immune suppressive mechanism derived a pathogen,
and applying it to new treatment of sepsis effective on the early and late phase.

We previously indicated that glycan in surface polysaccharides of opportunistic pathogen,
Candida albicans, suppressed the initial inflammation. The we also found that the glycan ameliorate
hypo-immune responses in the late phase of sepsis. In the glycan, alpha-mannan moieties in the
glycan induced the effects though production of immune suppressive cytokine IL-10.
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