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CD47 and SIRPo are transmembrane proteins and they constitute a cell-cell communication
system by interacting their ectodomains. SIRPa predominatly expresses in dendritic cells
and CD47-SIRPa system is important for regulation of immunity. In this research project,
we have shown that CD47-SIRPa participates in regulation of induction of autoimmune
diseases and homeostasis of dendritic cells. Furthermore, we found anti—SIRPa antibodies

can regulate induction of autoimmune diseases
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(14 SHPS-1) Z R LT\ (Motegi, et
al., EMBO J., 2003). SIRPo.#fifas eIz
X3 2504 L 7 a7 ) kG, HIKEN
FEIRIZIZ A BFTOF ) BRI
TF1E L, #4213 SHP-1, SHP-2 MK A 5.,
SIRPalE, HFlZ~ 7 v 77— URoBRRAIE I
< FBLT 5, SIRPau, Z Offifas sk
AR Y T R Toh 2 5 BIIEER D5
CDAT EFHEAEM T2 Z L2 L V| 3 LW ilfa
My 7 siESR (CDAT-SIRPaR) Z AT
%o BlZIX, SIRPoIE{Z TR (KO) ~ T =%
Z TR B AR BRSO L MR IR
T2 D47 N~ v 77— ED SIRPa &
HERHTA2ZkICEY, w77y —I &
LN MREREZAICHIET 5 Z & 238
5T 72 o T 5 (Ishikawa—Sekigami, et
al., Blood, 2006), HPHRAHAD-T #HfE O A.
TERIZIBWT S, BRRHIAE o> STRPa T #H
i o> CDAT FEREL TV D EFRE SIS,
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{E& Th1/Th2 & A F~D43 LI O B 73 B
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ERHBNERRY . B OREEEBIZEBT D8
WA OB 7z 72 i@ A En k5 & LT
W5 (Nakae et al., J. Immunol., 2003;
Weaver et al., Immunity, 2006 review).
SIRPa. KO = &7 A7~ & g U 7= s bR
TiE, TR OBEFEEMEALEEDME T LT\ D
TR0, IL-12 I RE D TRN- y FEAEREAS
KTFLTWS, &HIZ, Thl7 Hifuss & OFIE
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(EAB) DFEAEN SIRPa KO < 7 A TR IZH
flEiTuwnbd (Tomizawa et al., J.
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