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Loss of TET2 has dual roles in murine myeloproliferative neoplasms: sisease

sustainer and disease accelerator. Blood

[z Bl
B BB 4 YR (Myeloproliferative neoplasms:MPN) @ HC¢, CML %R < iR &
X MPD & LCEORREETF & LT JAK2 mutation (VE1TR)BE LA TWD, D
iz TET2 = &4 7 AHIEIRF O mutation 28R A2 b b e, B FERIC K
n MPD OFRIEDED Y ##E Lz, JAK2 mutation (VE1TE)E RS 5 TG v A
(JAK2mTG) 3 L8 TET2 K~ 7A@ B, EEER NS D HSC 28R,
< ABAIC LY BMIERIERE A RS L, TORE, MHE & ICHMTH MPD I
AR, BAICLY, LYEENR MPD &7iote, —F. MiFE® HSC %45 HSC
—#81Z competitive BRBAEEBFAEA w7 A Tol b 2 A, —KBM~ T AT,
JAK2mTG &, B#B~ 7 A5 MPD % 3E, KB CIIEERBH~ 7 ADHR
MPD %#%4E L7z, —OfER L0, MPD RIEICE VT, JAK2 mutation {3 driver 255
<& Y . TET mutation 1Z% ORIEZRFFT 2 DX MHLEREFTH D Z L FFHZ MPD
RIEWBWTELLRFTHHILERLTNS, MPD OFBIZZE TH Y . JAK2
mutation & TET2 mutation D~7 = B4, RERE, BREABREVSNSHREMHI
LoTHFDFENEDLALAZLENTRHIENDZ & L, MPD OBHIZIT JAK2 & TET2 i
FhH—HFy MITAZ L CHEFOBBERBENE LT A ENFRINT, BlE e
LTCOHIEF DICEEL WA Z R,




