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Mutation analysis of therapy-related myeloid neoplasms

(B B B B B 5 B T2 BARHT)

OCEAHYE 4 BRI AR
= E FR ORI K
B BRFHFE
z8 N2 &—
AEBRFER
. v/ L5k
CERE RS
& BRFER




f'}_‘fm-. ;U ;II. 1 -~ 2

e L 2 WX EBEEOREREOEF

AE, BREEFHEEEE MN) O FRERITEZER T L L bic, —REEIC

WoT, MEOREICHBTIHNFEEOHEIZOWTHRI Lz, 13 610 t-MN &%

AifE & VA L7z DNA Z W CEMAFEE CEREE ISR b D 54 BEFIZONT

REMFTEAT oI, EHIC 3 FllconTid, —REES, EFMIE X Y HH L7 DNA

%ﬁﬁf\17V*A%ﬁ%ﬁw\ﬁh?£%®ﬁ%%ﬁﬁbto%@ﬁ%JWWT

%, FIEEREEOAMEREM A MFBAML)E R REREMDS)E 220 | TP53

BEFRPET 2 RT 4 7 ABAEREBFOEENEHEICHD bR, £/, B

Y SIEDIIREIT -MN %3 L7z 2 Bl T, —WAEIESS & = M dtim S

HBEFER L LTENEN TET2, C-MYB REEOFENFRIE S, EMIRERE O

iE AR & 72 D Initiating RO FREMEN R S T,

AHFEICH L, LT O REER LT,

1. 7 Y — LT 24T o TEBNT ZB T N % MEANT K IR ERE L TV,

BTy Y UEIRO—EEE R AT LR, 3FITEREN AT 2
b C:G, GC b TA, GC2»b ATHRERGLEL ., TAFALHIERBICEEEIC
HETHHEERILGC HE AT LHRESHTVWEH, SEER L bERiE
LD —HBEFRII—EOMEMIIE LN oT,
zhmsm%ﬁmﬁwr‘métgﬁbm%ﬁﬁ%wfu%—&~ﬁﬁ®%%wmﬂ
W& ENTWD, SEMEITRSR L 2o t-MN O2FIZHifT L ¥ — 45—y hi—
JTUATE pl6 OBREBEFERITBEOONREDoN, 2T RT ¢ 7 ABE
BEFOEENEHEEICROONE, ZOIZ &N, t-MN IZBWTSH pl6 72 L,
BAMRIRE IS ) AEEBRAE L TV B RIREMED R S iz,

3. SR, 7/ AETICIZANVI T =T —%RANnTya— b — FhbDiEE
TbZH Uiz, LTI lkbp 22 TT v U P PCR BB Z LiLiEL AR
WEESHhTEY, RICEBE bp 2BZ2BADRD - LHHIFRETE TORVARE
MRHBEEZBND, LHLEND, t-MN ORBEICBOCR{bHRIERICET
HEBERL—IEEERPMBEE b, o 0FEEIZ OV T+ I fEfT
STV,

ARAFARIE, t-MN OFERF AT 2 LT, BEERMREZRE L,

BLEDOBHICE Y . AFIEIEEE (E%) ORCERET 5ITHE LW EEEE T2
b0 LI LT,




B 2
REROEROEE R L UHEEE

BEEs [ XEFE Z | K 4 WL EXR

= TR E‘\gi &) hv 1@5{14‘/}’1} \ EER fk

(BBoOROIES)

iﬁimomr%mmﬁ%ﬁmmﬁﬁb\ﬁ@%ﬁmowfﬁ%%imbto
L. t-MNOBIZFER & A S 7oL 3281 O BEM 12 > T

2. t-MNIZBIT Bpl6 D5 Iz ST

3. KRV —F Y —DBEFERBREORR - BESIZoNT

ELEOBRBOMRE, &AILR LR L HB AR S NCEBNEET 5L L b 1o
M - BB E IR DML+ BB LTV B 2 L 2R, SUEEER
BEO L, AL,






