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molecular mechamisms of glucosamine for anti-inflammatory action

SOMEYA, AKIMASA

3,500,000

nuclear-factor of k B (NF-k B)
NF-k B inhibitor of Kk B kinase B (IKKB )

[O-N- 0-GIcNAC ]
NF-k B IKKB  0-GIcNAc

0-GIcNAc

__ Glucosamine (GIcN), a natural amino_monosaccharide, is used as a nutritional
supplement for  joint health’ , and anti-inflammatory action of GlIcN is involved in its protective

action of joint disorder. In this study, we examined the molecular mechanisms of GIcN for exerting
the anti-inflammatory action.

GlcN inhibited the nuclear-factor of k B (NF-k B), an important transcription factor for the
production of inflammatory mediators, and the inhibitor of k B kinase (IKK) , an upstream regulator

of NF-k B. GlIcN induced the O-linked-N-acetylglucosamine (0-GIcNAc) modification of NF-k B and IKK
B . 0-GIcNAc modification was involved in the regulation of NF-k B and IKKB functions. From these

results, GIcN is inferred to inhibit the expression of inflammatory mediators via the O-GIcNAC
modification of NF-k B and IKKB .
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