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Dioxins from human saliva and blood were compared and analyzed using HRGC-HRMS, and their effect on human
gingival epithelial cells (HGEC) and human peripheral blood mononuclear cells (PBMC) were also examined.

The total amount of polychlorinated biphenyls (PCBs) in saliva was approximately 50% of that in blood, and a
quantitative correlation was observed. Hexa- and hepta-chlorinated PCBs were mainly seen in blood, whereas higher
levels of tri- and tetra-chlorinated PCBs were found in saliva. Among the toxic PCBs proposed by WHO (1998),
2,3'4.4' S-pentachlorobiphenyl (PeCB), which was mainly found in saliva, induced IL-8 production in HGEC.
2,3,7,8-Tetrachlorodibenzo-p-dioxin (T,CDD) and PeCB were detectable in blood, and also stimulated IL-8 production
in PBMC. Further, DNA microarray results showed that T,CDD induced cytochrome P450 mRNA expression and
STAT1 mRNA suppression in PBMC.

PeCB in saliva appeared to be a risk factor for periodontal diseases. Further, long-term exposure to dioxins such as
T,CDD and PeCB in blood could be a risk factor for other disorders, therefore, their elimination from the human body

is likely necessary to achieve homeostasis.



