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WFFERE SR OMEEE  (Z3C) @ The proportion of IL-17" cells (Thl7) was higher whereas that of
FOXP3* regulatory T cells was lower in gingival CD4" T-cell lines compared to peripheral
blood T-cell lines. The ratio of IL-17" FOXP3* cells to total FOXP3' cells was higher in
gingival T-cell lines. Immunohistochemical analysis revealed that the number of IL-17"
cells and IL-17*' FOXP3" cells was higher in connective tissue area on pocket epithelial
side compared to oral epithelial side. These data suggest that Thl7 cells accelerate
disease progression; furthermore, a part of FOXP3' regulatory T cells may convert to the
Th17 phenotype sustaining chronic inflammation in periodontitis lesions.
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Porphyromonas gingivalis antigens and
interleukin—6 stimulate the
production of monocyte
chemoattractant protein—-1 via the
upregulation of early growth
response—1 transcription in human
coronary artery endothelial cells.
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Periodontitis—associated

up—regulation of systemic
inflammatory mediator level may
increase the risk of coronary heart
disease.
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