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Effect of advanced glycation end-products and inflammasome for pathogenesis of
Diabetes mellitus-associated periodontitis

BANDO, Mika

3,700,000
1 (AGEs)
AGEs MAPK ,NF-kB (IL-6 ICAM-1)
AGEs
IL-6 ICAM-1
1 (AGEs)
AGEs

In the present study, AGEs cause diabetes mellitus(DM) complications
increased inflammation-related factors (IL-6 and ICAM-1) via the receptor for AGE(RAGE), MAPKs and
NF-kB pathway in human gingival fibroblasts. Furthermore, AGEs promoted the adhesion of monocytes to

gingival fibroblasts. AGEs increase ICAM-1 expression by upregulation of IL-6 and may recruit
inflammatory cells and exacerbate inflammation in periodontal tissue. These results suggest that
AGEs aggravate inflammatory responses by upregulating IL-6 and ICAM-1 expression in gingival
fibroblasts and influence the pathogenesis of DM-associated periodontitis.
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Advanced glycation end-products increase I1L-6 and ICAM-1 expression via RAGE, MAPK and

NF-xB pathways in human gingival fibroblasts.
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