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WFZER I OBEEL (33C) : We tried to find the genetic polymorphisms useful for the predictive
diagnosis of the development or the prognosis of autoimmune thyroid disease on the basis
of the possibilities that the induction factors for peripheral self-tolerance and the
regulatory factors for target organ development are related to the pathogenesis of
autoimmune thyroid disease (AITD). As a result, we found that SNPs of GITR, Foxp3,
HHHEX, Foxel and CTLA-4 were related to the prognosis or the development of AITD, and
were useful for the predictive diagnostic methods for AITD.
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(FURBROEE1E 95% L EF L TE 5,) 23,
FOHTRBBICRIEL CTHRENVLEIZRD

HOMERAX, HodiikamitdsZ L
2LV BIET DRIOEAEMEDHRRE TR R T



HDIFTD 7R, 1o T, BEMDBERS T, E
BRICHIE L IR R EICR DD EE D
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@© fHlgEYE T (Treg) MO SAEIHIGE &
Glucocorticoid—induced TNF receptor
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ATREIERE TR Z & AVHA LT,
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allele 23 AITD ODOFEJEGHE L BIGR T 2 Al REME
DRI S 47,
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