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WFFERC R OBEE (F130) : Fhx 137 AR MgEgE NS Y iR 5 2 2B E2 e LT\ 5,
ZAVE TSR T M O F T LVHIIER Tdh 2 MT-2 Z{RIRE T A NMEE F CEIEE L
T AR N RHBREMEEZ B L TR Y . AT T R b= 2R 2 HE T D ERET AR
A Mkt L TP E R 2 L @ TEFRRe IL-10 PEAREAZ AT 5 Z L Wi LT\ 5, ANfF
FE IR T A O 3 IS B 59 D ER B[R 7-#F FoxP3, NFAT, FoxO1 IZ&FH L., 7 A& Mg
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WFZERC R OMEE (33C) : We previously reported that MT-2 cells, model of regulatory T
cells, showed resistance to high concentration of asbestos and up—regulation of IL-10
and TGFB production after long—term exposure to low concentration of asbestos. In this
study, we analyzed the involvement of transcription factors, FoxP3, NFAT and Fox0Ol, in
change of functions of MT-2 cells induced by asbestos. It was revealed that long—term
exposure to asbestos reduced expression of FoxP3 and Fox01, and Fox01 regulated apoptosis
induced by asbestos. These results are important for elucidating the mechanism of
up—regulation of regulatory T cell induced by asbestos.
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