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We examined the effects of Epigallocatechin Gallate (EGCG), the major component of green tea catechins, on inflammatory bone
resorption.

In co-cultures of mouse bone marrow cell, PGEz production and TLR2 heterodimer induced bone resorption was clearly
suppressed by EGCG

Since it is a negative regulator of osteoclast differentiation, EGCG has a beneficial effect on the maintenance of bone mass and
may prevent bone loss due to inflammation.

Methylated catechin showed a restoration of bone density in mice. In addition, this study suggests the bone mass recovery effect
on the density of abundant cancellous bone in the cortical bone constituting the bone stem and the distal part.

On the other hand, B-glucan under the coexistence of osteoblast and bone marrow cell suppressed osteoclast enhancement. TLR
2/6 clearly promoted osteoclast formation hyperplasia under the organ culture condition of the skull tube, whereas IL-1 had no
suppressive effect. Aligned with the results of co-cultivation, B-glucan suppressed osteoclastogenesis proportionally to the dose.
B-glucan at high concentrations completely inhibited osteoclast enhancement. Even under the culture conditions of primary
mouse osteoblasts, both TLR 2/6 and LPS suppressed the expression of RANKL. The expression levels of OPG and M-CSEF,
which inhibit the binding of RANKL-RANK and suppress the differentiation of osteoclasts, were not suppressed.

In this study, the inhibitory effect of TLR-induced inflammatory bone resorption enhancement by two kinds of factors, EGCG
and low molecular B-glucan derived from natural products useful for humans, was revealed and we want to contribute to the
improvement of QOL




