#R= C-19
HEREMHBIEHRRRBESE

V2 248 6 H 1 BEUE

HRiER  ZEFHEB)

T HARS - 2008 ~ 2009

EEEES - 20790669

MREER (R0 EHAEMEA MR~ U AE T L ORBEE & Bl kO B%

HEEREL (ZEX) Establishment of experimental model for leukemia to develop novel
molecular therapy

MRRERE
a1l # (GOYAMA SUSUMU)
FORRE: « EEFE Rl - Bha
HREES : 80431849

e R OME (Fnso) -

AHFFETIE, AN A MFREE T Evi-l 2588 A L, BRI ECRIIM O8;
FHhAREL T 53R (colony replating assay) ZHEN. L7=, Z DFEERFRZERE L T,
MLL 5B A1 LD Evi-l 25EMHE(E S5 Z & Evi-1 23 Pbx1 35 £ Y Akt/mTor
ST F IR ETEMALT D 2 &, Evicl Ak A b A FAALEEREROR Y a— AEAK L i
BTHIEEREM LI, b2, ZhoDRFOMRELZIHET S Z LIk, Evi-l S%
BAMPBHEO 20 =—BREME T T2 2 E2HLMMT L, 2D OFERIE, #iAE
F IR V263 2 FA oy TAEAORRIEBI S O 7= O DI L I D R ERE L E 2 5N D,

WRFER R OMEEL (330 -

Aberrant expression of Evi-1 has been shown as a poor-prognosis marker for acute myeloid
leukemia (AML). In this study, we developed a colony replating assay to replicate
Evi-1-related leukemia. Using this assay, we found several molecular mechanisms
underlying Evi-1-mediated leukemogenesis as follows: (1) Evi-1 is upregulated by MLL
oncoproteins. (2) Evi-1 activates Pbxl and Akt/mTor pathway. (3) Evi-1 interacts with
histone methyltransferases and polycomb complexes. Furthermore, we showed these
factors are important for leukemogenic activities of Evi-1. These results provide a
foundation to develop novel therapeutic strategies for AML.
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