&

H |

Al 'I
*\
K A K E

#BxXc—19

N

FEHREBERERX (RENREMANE) HRAREEE
PRk 2 5% 58 1 0 BHUE

HEEAZE = - 12602
MZeiER - B (C)
FZEEARE - 2010~2012
EREES : 22591031
MZEEEL (FIX) ZEGREFOSUXF—FEROR1IZKDEILHIEEREZ0OEESA
HEEREL (EX)  Analysis of oncogenic mechanisms incuced by receptor tyrosine kinase
receptor, ROR1

MRARE
f&M #th (FUKUDA TETSUYA)
RREMEHNKT - KEREEFRESHER - B
MREHRS : 70332624

MR R OB EE (Fns0)

ROR1 DIEHFHENZ SV TR L. BEEHIINIC I 1T 5 RORL FEEUZ, MYB 2358 < B 25 Z L 3B &
MmETeotz, F7z, RORI 2B R E LT, MEEOMN = B L, A LPURI RO
EELL . ROR1 O, HLA-A24 73 DEMLEFEAL, ZNEHAWTTHEEZ invitro (I TE&EL
72AT. THBOIE NS S, 2O THMIZIBUV T, ROR] BB AMAIZ 6 LT oS
IEMEDFRD BT,

WFFERCR O E (330 -

We analyzed the transcriptional regulation of ROR1 and found that MYB induced the
ROR1 expression in malignant cells. In parallel, we did ex vivo expansion of
ROR1-specific cytotoxic T lymphocytes by engineered artificial antigen
presenting cells expressing CD137 ligand co-stimulatory molecule
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