P ] %

BExXc—19

N H |

FIZHREHER REHREHDE) HARAREBESE
Rk 25 4F 5 H 15 A BLE

HEIES : 32612

BiRiER  EBH%E (0)

WRZEHEARE : 2010~2012

ARREES 1 22590438

MRRESR (FIX) SOCS 1k BHEEEANIL/A—THEO LR U REH O AR

MEEEL (EX) Toelucidate the roles of SOCST to regulate the differentiation of
follicular helper T cells
MERERE
FZxHE #F (MORITA RIMPEI)
EBERBKE - EEER - B
HEEES : 00362541

WFFERRREOBEEE (Fn30)

AT TthfifzZ s LTe 7 =7 X —Th #0553 biz Bt 5 SOCS1 OEH O figtT %
1To7=, HIPE T MR TH 5 Treg 1%, SOCS1 D XKARIZ LY Foxp3 %2\ IFN-y 0 IL-17 %
FEATHT T =7 Z—Hil (exFoxp3 #lla) (Tl L, HOGEHERAFZRT LI LA X
Wiz, Z® exFoxp3 #MiH Tl STAT1 = STATS3 M EENIEMAL L TH D . IFN-v <° STAT1
DHE72 % KIBIZ L - T exFoxpd AALD HBLIIFH S 47z, L > T SOCS1 % Treg (23T
Foxp3 DZZEM KL IFN-y ~DOTiftEZ 5 L, exFoxpd ~Dinffa Iz T\ D Z L 38 5
Lot

WRFER AR OB (330 -

The purposes of this study are to elucidate the effects of SOCS1 on the differentiation of
effecter Th cells, especially follicular helper T cells. We successfully demonstrated that
immunosuppressive T cells, Treg cells turned into exFoxp3 cells with losing Foxp3
expression and producing IFN-g and IL-17 when SOCS1 was deleted in Treg cells.
Moreover, the mice bearing the exFoxp3 cells were found to suffer from auto-immune
diseases. However, these exFoxp3 cells revealed hyper-activation of STAT1 and STAT3, and
IFN-g or STAT1 and SOCS1-double deficient Treg cells did not turn into the exFoxp3 cells.
These results suggest that SOCS1 stabilizes Foxp3 expression in Treg cells and suppresses
to convert them into exFoxp3 cells.
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