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abstract

Myeloid-derived suppressor cells (MDSCs) accumulate under
the pathological conditions, including <cancer and chronic
inflammation, and suppress variable immune responses such as T cell
proliferation. Although several inflammatory signals enhance the
differentiation and/or function of MDSCs, it is not clear which
factors trigger the differentiation of MDSCs.

Recently, it has been highlighted that damage-associated
molecular patterns (DAMPs) plays important roles in the induction
of inflammation. One of the DAMPs, high mobility group box 1 (HMGB1),
is released fromnecrotic cells, and HMGB1 level increases in tumor.

It has been reported that HMGB1 transduces the intracellular signal




via several receptors, including RAGE and TLR4, which enhance the
differentiation and/or function of MDSCs. However, the effects of
HMGB1 on MDSCs are still unclear. To reveal the effects of HMGBI1
on the differentiation and/or function of MDSCs, we cultured bone
marrow cells in the presence of HMGB1 and GM-CSF. We found that HMGBI1
enhanced the suppressive activity of 7n vitro MDSCs through IFN-a
production. Thus, our findings suggest that IFN-a enhances the

suppressive function of MDSCs.
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