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The main missions of our team are (1) characterization of bioresources deposited in BioResource Center, (2)
demonstration ofthe best use of the bioresources. And the final goal is the increase of value of bioresources. For
characterization, we deal with bioresponse that is response of cells or lives to stimulation from outside. And we
focus on bioresponse which transcription factor NF-xB is involved in, because NF-xB is one of the most

important factors that regulate various types of bioresponses.
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(3) Analysis of the regulatory mechanism for bone
metabolism with NF-kB/RelA
RelA-deficient bone marrow-chimeric mice were more
osteoporotic than wild type chimeric mice. For elucidation of
the causal mechanism on osteoporosis, we did in vivo
mesurament of bone formation with Bone Morphometric
Analysis. Shown in Fig.2, osteoclast cells were hyperactivated
in RelA-deficient bone marrow chimeric mice. Nevertheless
osteoblast cells were not so activated in those mice. It has been
suggested that there might be the mechanism balancing the
activity of osteoclast and osteoblast cells with “Coupling
factor”. However that remains to be elucidated. Our data
demonstrates that RelA-deficient osteoclast cells would not
produce “Coupling factor”. Taken together, it was speculated
that RelA would play the critical role on bone metabolism
through regulation of “Coupling factor”.
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(4) Analysis of the regulatory mechanism for
regulatory T cells (Treg) with NF-kB/RelA
Regulatory T cells (Treg) engage in the control for
immune homeostasis. However it still remains to be
elucidated that on the mechanism of regulatory
mechanism for Treg cells. Mice deficient of RelA and
TNF die of severe inflammation caused by autoimmune
diseases. In those mice, regulatory T cells (Treg cells) are
absent in periphery. In vitro analysis for Treg induction
demonstrated that Treg cells were not induced from
spleen cells of those mice. This data demonstrates that
RelA plays the critical role on the induction of Treg cells
in periphery. On the other hand, Treg cells are present in
thymi of those mice. Nevertheless those Treg cells never
transfer from thymi to periphery, probably through the
disorder of thymic epithelial cells in mice deficient of
RelA and TNF. Taken together, it is speculated that RelA
plays the critical roles on regulatory mechanisms of Treg
cells. And also it is demonstrated that the induction
mechanisms of Treg cells is different in thymi and
spleens.
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