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i R Tl E1 K] 4 70 TR B FE A BSOS 13k IR & LT Ef%éo JIIRTCEAEE7IN ANt S
M 72 eI HEIE DRESLDN R O HILTW DD, Il BT 7 VITHESL ST
WV, 7 AR B RHURR E AL & PSS 2 R o B RAEHUR Gal S A%
BLTWATH, AFURICKRHT 2 PUREAITEE S D2, B HURISRT 5 M
JIRBEFREBEINTND EE X BILD, AR TIX, aGal HURRELLE L FF 72
U a—galactosyltransferase—deficient (GalT")~D AZHANWAH Z & T, Ik
I A/B HURANZ X9 2 B M 2 i L7,
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Wild type (WT) F771% GalT~ w7 A2kt ~ AR T OB BISR I BR TREIEN £
HIZ X0 L, Mg+t A frikds K OW0 B Hufkfiiz ELISA I CHIE L7z, F
7”:\ H g\ 33 1 B PURPE AR D F1E % ELISPOT ¥ CENT LT-, MEENI LY
R 351 B MIRBLHUARBEAE RN O 7 = 7 % A TENTIZ, FITC A5k A i i 2y
*Jifé (A—BSA/B—BSA) pUREZHW7a—% A4 R A MU —TEHl L7,

By~ MZEIT 5 carcinurin inhibitors (CNIs) D&% Migtd
D729 in vitro HACFHFEET VAEAER LT, ~ U AWM X VO B MlE A By
%Lk% CFSE #tAHE T T~ 45 2 & Tofbiidz vififk L7z, B-la #ifig

DOoAbiE. B M=K (BCR) 28 cross link 95 Z & TH{LHEET 5 Z & A
{E’IL anti-IgMF(ab’ ), CH:# L7z, B-1b M@ ~?D53{ki% BCR @ cross—linking
&L TLR A T fb¥asE 45 Z & 28l L, anti-IghM F(ab’ ), B X O LPS IR
IICHE Lic, 2B ORERIC NIs 28N 5 2 & T BAMIRY 7y My
LB E~DORELRF LT,

In vivo TO CNIs 2% DS ML, GalT” ™~ 7 AIZ Cyclosporine (CsA) % ¢
H. L. & b ABARIMER CHENENH G2 L 0 A B KO8 B BB )9~ 2 a0
Bamgs (1E/E, 438) o miETet A Uk UL B Huiifli Z ELISA £ T
HIE LT,
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BN AR KON B ARMER TR STz GalT ~ 7 AZBWT, JEIENO A
RIGTRFERE B MIfRIX CD5'CD11b" B-1a M~ = / & A 7% B BUFLHGE B Mk
1% CD5Y™" CD11b" B-1b ML~ = / X A &R L=, MIEHITIX, o 2 LI
TH A, PLBHUARLE QICHEBRER LV TARL v F2BDT, —FH, W ~v
AT B HUED LR Z5BO o7z, £io, MIENOHT B HrimEAMaIx
GalT” <~ 7 ANWT ~ 7 A ARG BIZEWEIA TIFEE L=,



85O T E-Coli 086 IR MMLIEATEME 2 FF 6, Z 4128 B trisaccharide
DEHIEE ST LIPS KR TH D Z EAHEINTWD, £ 2T, BABIFGE
% B Toll-1like receptor (TLR) ZJr L TIEMAL T A 0E 2 ard 2 H
) C Myeloid differentiation factor 88 (MyD88) DIFHLZ MM L7-FEH. A
RIHTFGRER B fie & i LA E e ER 2R LTz,

WIZ . BHIBAY 72 5 2A~D in vitrobEEEEF L% F\WT ONT 125t %
TS VE A AT L7223, CsA 1 B-1b Aila ~D 3 bic b X B-1a flila~D b & L 1
SR L=, T/ B, BCR & 32 TLRA-MyDSS + 7' /L &4 L CiEMEAL L
TBAMAAIEMAL S D56 ONLIZK T 2 MEDME T35 2 &L i ST,

X BIT GalT” ~ 7 AT CsA Z i HEIEN& G- L TV HIREETE b AB AR M ER
IZ LD HRIEEITV, PUAEAREZ G L=, ZOfER, CsA 12KV LA JUikpEL
VN S 72230 B PURREA T HNH] S e o 7z,

< AET I K DIRNTAE R & BRIR & OB AT S 720, H AR
RTCTHEMUT ABO MEAERBEBOT —Z ZHWTIRT LTc, VY XF o
g HH 72 & oYL B FAEENHI 23 T TR 53 CsA X— A O Mk T
HINTIEGI 235 L U, BB G R L7cER, 16 UL Eo R4S
TN BARNESIE A BARESICHASRETHo T2, ZORRIL, AWFZED A Bt
JEERER B MM & B HURERG B MIIAD CsA (TR B A MEAS 7 Bt B % SO L
TWbEBx LN,

[

A RUGUS R B AAEIL CD5'B-1a MM T % DITK L, B BLGUFER B M
CD5 B-1b #ifa T, IEMEALDOBEIC MyD8S 2 L TLR signal 5 L TW5 =
& DRI Z A7z, CsA 13HT A PUREEE 2 JNf| T & 225, Bt B PUAEA TS T
. BRI G B RAE O R A S SRITRET D ATRB DS R S U7z,



