et
HEEFMBERERMRICBITS X b AEHMIIZ K 5B
TREFHOFENTIZE T 5

e Ay e ey b
INRR EE EH
s BRI IR B BE |
/NER £ BiE &
Hem K B
E8 e =B

T LERES— bR RE KN

1. BIROER - BN

HEMBHMBIRMEDMmMA (Guvenile myelomonocytic leukemia; IMML) td. AFizIHWN
TR 20-30 GIREEASAE T D X NI/NBHATH 3. WEDILERE T+ 7R855)
RO NT. ME—ORBFNEE U TRMSMMREHENTHON S, LHLass, Gl
MBS HEOMLE,. BEEOAIHE. BRAEOMENS ML BFIBIT5 5 F4ER
R SORANRICE E & D, EmMEBEIZH 262 FENEDOZANEENT
W3,

ML T, BEFREHECED 20T 7 0E—5 —@80 (o6 71 51 RizBiF3
PRI DAFIACICREERZT U TBAFIVLRE) MEFEEL. BAFIUERIZZES T
BNBELOBTFENBN ENREINTEY., TPz RTo v I RENRNABL
WRRIERICHES L TWSKRBTHE LEXLN TS, '3

INET. BRREZAVWCEENZIYS 2 RT v 7. ERZBODNAS R
AFIACRERFTLSNI DO W TIIBD THETH o 728, BED I O F 2 REILEE
(chromatin immunoprecipitation: ChIP) &Rt —/ I At EBEDRY
OV F I RERES—5 > X (ChIP-seq) DEEMBARIZED. BEREIIBHTHER
AEHOMEAIZFHBEARIREL 72D, BWIPIEY ) ARE ZBH T 2IEHEEADBEES
RAAMEATNS,

20RF L, EA R EFNIZEZA DNANSHRENS, ZOEXRNTRF
ME. AFIUE, U VBER L EFF At ED L L EMi2 25 & TrOvF
HGENELL . BEFRROMENITHONS. EXA N AEHDS S, WEFREOEN

-1-



HAERREE
%L%%Té?t?wmﬁﬁéﬁﬁttxb/ﬁﬁé?éﬁﬁﬂl/ﬂ/#—kﬁ%Tée
TDIIND—FEDY SAY —%A—/N\—LTI N Y — LR, BEEBEGTFORE
TREFORBGBE 21T > T3, FPFETIL. ChIP-seq ZHWNT. IML IZBIFB3EX b
AMESIZ K BB ETREREORITEIT o 7%,

2. WROMEHZ S NN HE

LR TREMRSEFET2BEDSS, ML B#F 36, BIUOX—F R SE
SHFEKERR (NS/MPD) DB 2 flexiHE L. ChiP-seq 21T o7, &4 DEEOBEBIRRE
FRRZAWT, IUDIZE A M & N OLBEETV. FIVATITE RTHlZEE
L7z, T0%, BeNITHRZERRL. BEEEFREREAWTH L 200-500 HRIZE
— 0 ZRBHBHLIIT. yaFoENELE., Bl ovF %, H3K2Tac Hik iR
Bl. REEEETo k. OB, BFIERL THARVT >, BEUYTF [¢6 ik
TR LY TNV ERMIZO hO—)LE U THR U s, SRStipRsRIc IigE L.
LN ZH LI —S AADSA TS URABL . RIS —5 25— T L 7=,
T — & AT, HRTLRNIHE LTSN, 751 V20, JF VT4 Fo vtk
IZ. L7z DNA iR 225/ ATy B2 VL, HiK2Tac DX AEMHNT ) v F
LizEigzmitiL, BIFORBINLT—IR—Z Ll /-, ¢

3. BIERR

ML, BLTIY bO—)b & LTI —F VEFENEEE MR RO BEY > 7L %
ZHNEN, 34 21 LT H3K2Tac HibkIc & BRI £ 170, BOIUEs—4 2
F—F &I, BKac Pk BIRNE T > VLI L, MIRCHED,
BEAIO H3K2Tac ik OMAMME LEETT o/, ML THEL TED S, 14490 D
H3K2Tac FEDMABIRZRIE L 2. 2N 5D HIK2Tac HilkDfES % (1) IML DX
(2) NS/MPD O%. (3) WiETHET DMRD 3 BITHME L=, F7=. H3K2Tac HilhDks
BRI EFDRFHITAE T HEETFD nhNA EHRL NN DWTEHMEL /=& 2 5. 2D
2o 7= H3K2Tac EEEDRRET & LB LB LR 2B 7=,

4. ER

BLE, BETTIVERNT. IML B2 EX AN RIFTRIZTFREOH
HOBRMZET o /. FPFRTIL, EFABIERSNZ HO0, BEFREOHEICEST S
LEZLNLEHOEMEMB L 72, ST, EFBERCL THRITEED S TFETH
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