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Advanced glycation end-products (AGEs) in gingival tissues of diabetes
patients aggravate periodontal disease, but the mechanisms are unknown. The aim of this study is to
investigate effects of AGE and Porphyromonas gingivalis lipopolysaccharide (PgLPS) on calprotectin
(S100A8/S100A9) expression in human gingival epithelial cells. Results demonstrate that AGE acts in
synergy with PgLPS to increase S100A8 and S100A9 expression through the p38, JNK MAPK, and NF-k B
and modulate localization of S100A8 and S100A9 in gingival epithelial cells. Calprotectin may be
involved in the pathogenesis of diabetes-associated periodontitis.
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