KXc—19

FEZMREDRERX FREARERNE) ARAREESE
ik 25 45 5 A 15 HBILE

HEREES - 32612
EFER - EEBBHE(C)
AT HAR - 2010~2012
EREES ¢ 22591084
MERREES (F130)
EX
HI2iERE4R (EX) Search for BAFF signaling inhibitors as novel drugs for the treatment
of Sjogren’ s syndrome.
MERERSE
A #F (YOSHIMOTO KEIKO)
EBERBKE - BEEE - XS
MEEEZS : 20383292

DI—J U VEBRBETRAREL LTOBAFF I FIILEENEDIE

WFIER O S (FIS0) : ARFZEIE Y = — 7 U U EERE (SS) MRARRIEHE A B8 L 7= 35505 %%
D=, B HIEMHACIAF TH 5 BAFF X BAFF & 7 7L F 21800 & L 721G R R
ZRHWET D, FTHEARRAOEEMEZ W in vitro BT VAN LTz, I HICKET
& HWT BAFF-BAFF ZFEHEAIC L 0 B S/ BAFF ¥ 7P IUGER &+ 5 2 &
WHREEL 720 . ZOREHE JAKS, IKKa . IKKB 72 DR HEERIZE 1T 5 BAFF & 7L %
U7 IL-6 BRIPEAICE G35 Z E RO o7~ 2D ORI SS R I 5
HERDO BN & BAFF & 7V -0 8 7272 SS IRIR DFEH) L 72 2 Al et 2 /R4 5 &
EEZBND,

2R RO ($30) : Aiming at development of new disease-modifying drugs for Sjogren's
syndrome (SS), we established an in vitro model for the screening of compounds that
inhibit signal transduction triggered by a B cell activating factor, BAFF. This model
enabled us to analyze BAFF signaling pathway in monocytes that play a role in the
development of SS. The results of our research revealed that such molecules as JAK3, IKK
a and IKKB were involved in BAFF-induced overproduction of I1.-6 by monocytes. These
data indicate not only the significance of monocytes in the pathogenesis of SS, but also the
possibility that BAFF-signaling pathway is a therapeutic target of drug discovery for SS.
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