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t(8;21) 2 M Z A M im (AML) & — F # 7k %
AWy &% B g, B AML B 5%~8%", R £E
NCCN #5 ¥ 2 Bl & e 77 W (ELN) & K 3R
t(8;21) AML & T #l Ja Eﬁ%éﬂ,kﬁﬂz[‘??ﬁﬂ’@ﬁ
(HDAC) I, B b 97 4R 38 & 50%~60% , K 77 % /&
éb/é)%iéf:‘i%% %%@i&ﬁn%éﬁﬂ@%ﬁi
(allo-HSCT)1E % = P KA R K IA(8:;21)
AML & # 0y 7 5 & ﬁ%)ﬁfﬁt T H B R 40%,
BT EHEATRER S EHIT,H— ﬁ%a'r%‘irﬁéié
R RATM1H] 1(8;21) AML B 3ty 34 57 1 42 #
ST, B3R A t(8:21) AML #3657 B A

B, 4 ,26% 2013F9 A28 AN, MmE .
WBC 8.1x10°L,HGB 70 g/L,PLT 17x10°/L, & &
IV S R VE K, R AR 4 0.400, %
oA W M B E 34.6% , % 1k CDI13,CD33,
CD34.CD117 .HLA-DR .CD19 .CD56. # % 4#1 &
T2 F AR FE . 4 F 4 4% 4 RUNXI-
RUNXITI/ABL % 430.8%,c-KIT % % (-), FLT3-
ITDZ % (=),

NS B t(8;21)AML, & B ¥ 41, &A1&H
HAA[ & = A B (HHT) . 7 32 47 & % (ACM) .
M8 M (Ara-C) ] 7 ZHATH R BT . 1 M7
B, % Bl A H K AE T A % M (CR), RUNXI-
RUNXITI/ABL T [# % 106.8% , bl HDAC (2 g/m?,
HF12h 1k, 13 R)AE BT, V2T BN
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Tt(8;21) 24 EE R B IM%m

RUNXI1-RUNXITI/ABL % 7| % 0.98%.0.53%, & T
/N R (MRD) #7 T A 2| 33t 34k, %
4T allo-HSCT, # £ 2016 £ 10 A , &% —H 4 T
CR A ,RUNXI-RUNXITI/ABL # 0,

EXHAMNAGEFN D EAE, TRUT
[] A

— t(8;21)AML By ¥4 i 5 4 B 48 4%

1. t(8;21) AML #7 % I : 4 9% WHO 2008 1 /& ,
AR e VN R ) S R ki 82
71 >0.200; £ A t(8;21) (q22;922) % & & 7+ % ;
RUNXI-RUNXITI1( ¥ f| % AMLI-ETO) f & % [
PHME . A RS R o 3R F D Bk T b AR R
RUNXI-RUNXITI B & 25 B FH %, 40 B % 72 t(8;21)
# RUNXI1-RUNXITI 5 & B, & # J& 46 kr 20 g BY
#<0.200 b, T 7 7 t(8;21) AML"',

2.t(8;21)AML & [& JE 0 & o [ 0 & 2 i
TH k8, X 2 t(821)AML W & 16 E T EREH
ANFEAR 89T BT o-KIT 2 & R & A1k J7 J& MRD # 24

Att. BREREZCFE -KITREH JLE®
fz/\f%ﬁk%{ BEEPFFEM(MMR)H JLE
BT 2T 2 #KF MMR [E B 5 £ X MMR # ; H 4
HESEEH

(DEFTHCKITZEERLT . BEREHARE
FcKITRZ BH g £, 8K F 5 ik 70.0%~
85.7% ', AT HF & By H B R o-KIT R & 4 %
-KITRREHEFNEKE L FH T (732%F
46.2% , P<0.05) , T 4 77 & Ul B 2 [ 1% (48.9% xt
65.7%,P<0.05)"" . HATHAT T KR E# c-KIT
REFGE, ERE 2536 t(8;21) AML & % # ,
c-KIT R 7% & 4 & 1 39.1%", & T Tk 1 09 ’x £
R 1 12%~32%, & 7~ 3 E t(8;21) AML & # Fn K
ERFZEWERME,

(2) 3897 & MRD K -F : & 77 Ja MRD K F & 7
—NEEW T Etr, R EFCRE E BT
I N7 AR 247 42 J5 8 MRD i 7 & & T >3 N3t
BRHEARTMNEL Y, RN EE L R, 4
2 % i 2 /N9y % HDAC 1k 57 & RUNXI-
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RUNXITI % F A AF 40 B 7~ %5 MMR & , 1057
A RKEREMRTRKHE MMR # (22.9% 1
46.9%,P=0.001) "',

HeKITREWNERERXEHE T, BT EHE
MMR # G (7?7 X2 BW—PMFRAR, B
EWM AT BBEREEXNE A, EH4F 2
MY ARPOIZEEFWIR, ERE T -KITRE
FHFEREMMRIE G E KR BT ERH
11 & fo B R N F%

— t(8;21)AML ty 4144 4 57

LESAT P ERF - HWER LA EI4
X t(8;21) AML 8% 5 77 %, 11 2 R B M “3+77
%, M 4E * E NCCN 48 5 1 ELN & K £ , AML
WwAMFEFNT 7 ENDACEZE F 60~90
mg/m’ , % 1~3 X ; Ara-C 100~200 mg/m’, % 1~7 X )
HIA(FHFEAEOLEZ 12mgm’ , % 1~3 X ;Ara-C
100~200 mg/m’, % 1~7 KX ), £H BT X E T K
N, K7 B B9 DA B IA 7 £ 3597 t(8;21)AML 14~
742 CR X Y 64%~75% (n=282) ., A1 H 0t £ 18
B~ ,DAFIA 7 F 1 17 £ CR F 25 4 64.0%
F169.6% (n=80) , T % fl HAA 77 % 1 MJ7 # CR %
H93.3%(n=30)"", 3@ 3T RSN XA IE L HAA = %
BEA T ET R EH Ant(8;21) AML 4 1 # Wy A =
F, KETHAA Z2ENAMLI — &35 7 %
Z — 3 HEAHEI100%H 1 M7 R CREAMF %L
A, I F 4% HAA 1E H t(8;21) AML By — %
EEYES

2. BT B T & AR A6 1(8;21)
AML & 3 , 7 LR Bty % % 7 £ & # : CAG
(Ara-C. [ 7% 47 & % .G-CSF) .FLAG ( #, 1k 47 7% |
Ara-C.G-CSF) # % . CAG 7 % x # 5 t(8;21)
AML W Z 2 & T 50%, 67 A * - £ KT
10%*"; T FLAG 77 %t % f# F 42 50% & 4 , 16 77 M
KT E 10%~30%, £ H £ W A CAG 7 %
(A BB U821 AML Wy 7 £, A%k
BRMARCRH WA EZRABHMERK S N+
N FEATRAT B, FE R T IE 7 F A
Bl JE T T4, R 5% K B T .

ZRBREBT T ERE

1. Elfr L& M5 3697 77 F ¥ . # E NCCN 18
B f1 ELN % K 2517 2 3% % HDAC 1€ 4 t(8;21) AML
ZAR G 2k £, T allo-HSCT % 36 2 & &
HWE T HED, AERNFRERE T (8;21)
AML B 7 Ja BL 8 5 e, 1 t(8;21) AML B % — B

SR, MEMEZ, EFFEE DT 15%., Hikn
AN BREREH BREEZRE, RIFR
Hy A E o

E R ExtFt(8;21) AML W & #i Je 497 Ak %
HDAC(3 g/m’, & 12 h 1 &, % 1~3 R)JLE 67 3~4
NPT AR IATT H AT (5~10 48 ) B & R 4 K 40%, T
EHFRELS50%S, BT RHFRE . FENH
54 % 3T T AR AR MRD K SLHEAT P B G T K s, 4
N 4196 17] t(8;21) AML #7102 7] inv(16) AML & #
HDAC L 397 1 M7 2 5 1k F 2] MMR # % T B
FER B I ) A (TKD 3k 70 % o (CF HLA 48 & %
# 4 allo-HSCT) , 52 ] & #k 45 MMR # # 40 7] % %
TTKL®E ST, RH 126 # % 7 allo-HSCT, £ R &
RIFBRREREMEERAEFE L F K 32%H0
85% "', AT a5, T 1(8;21) AML % #t J5
B EE EHHDAC A £y F 2y, 4T
MRD T [# 1 £ ( & 3£ MMR) # # #% HLA # &
allo-HSCT = & BUHE 1] 1 24 4 Bk & 09 I PR3

2. HEWE MG 6T FHF REXNT(8;21)
AML W & #5697 bk % HDAC 77 £, B & % #
5 K A B Ara-C #l & 1~2 g/m’, & 12 h 1 X x3 d,
KT E PRI ERE, TR B EZRTRRT
Bl A oy JE B =2 —

£ K It(821)AML W Fl g R &R kK, F
BEEATMBEHRINGRAELRE FRRE LW
FTHARBRELE, RNFRT —FWEES
B0 I R 3R, I BTS2 B € & PCR 24 & M
MRD, W ELH W LR EER A, ¥ L 2T
# 3L E 177 /& MRD A “F (RUNX1-RUNXITI # %
RKAKF)THEATINABELGREMMR), I B4
FraEHas XV RAEH, E4AEFER A NG L4,
HREAEZLEBEARNEMT E LA EHER
allo-HSCT, AR ERE =, ML AR EHRT &
SHEGREN15%,5F SR EFFK P 82.7%, K
BT EAE R R, B4R,
allo-HSCTAn A F| BT ALk B F B KE L4 A
HFWERE(RRERFERH N 221%1 78.9%,
P<0.001),# 5 £ HFE (LR EFE25 0 61.7%F
19.6%,P=0.001) , T X 1K G4l & & K B F KA
KELMABEEA AT FHEFETE, KL
DNEZEZKFENTHNELFERNN53%, T L
TR K E 94.7%, % B & 44 B MRD A1 i
TWHBREYHAKMAEGN LW T R EEZ",
A RER WP E R EE DT 4B G
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o5 & Gk R By £ 7 3R (2014 4 1K) ) B A, iR
WAEH AN ER™, ZHRAEN S QI KR
WAE2013.2014 F £ S F B EEASHA L HEF A
&K E w5l A, 2015 4 Blood % % #) Evidence-
Based Focused Review X & # | X & & F 4 & %11
BB AE BTt (8;21) AML 3697 R 4B, B i %
147 H #9 2£F MRD # t(8;21) AML ) /& [o 2 & &
TEZLEFERFRAT,
3APIEF BT HBERE RELRFAR,
AR (8,21 AML B, #1114 % T CRE & &
B HAA 7 £, 1 MTREKFCR, A% A A -KIT
REBETHRERFA KM ENEBT2MTER
K FMMR, X £ £ FwF X2 HDAC § £ 8
7 B K %5k 78.9%, T # % allo-HSCT Ja 9 &
KRR E] 22.1%, F L& 1% 4 T allo-HSCT,
BB ALEROIAE AL TCRRA,FEH
RUNXI-RUNXIT1 — & 4 A %

@ \l\r/l:!

t(8;21) AML % mﬁ%@%ﬂﬁﬁ%ﬁ N
AMRD I, AHH#ATARELE. KEEKXAE
KA KFENT, ﬁ r%fiﬁyim\%ﬂdﬂ allo-HSCT,

ARGy ma LAl

2 % xwk

[1] Byrd JC, Mrézek K, Dodge RK, et al. Pretreatment cytogenetic
abnormalities are predictive of induction success, cumulative
incidence of relapse, and overall survival in adult patients with
de novo acute myeloid leukemia: results from Cancer and
Leukemia Group B (CALGB 8461)[J]. Blood, 2002, 100(13):
4325-4336. DOI: 10.1182/blood-2002-03-0772.

[2] Grimwade D, Hills RK, Moorman AV, et al. Refinement of
cytogenetic  classification in acute myeloid leukemia:
determination of prognostic significance of rare recurring
chromosomal abnormalities among 5876 younger adult patients
treated in the United Kingdom Medical Research Council trials
[J]. Blood, 2010, 116 (3):354-365. DOI: 10.1182/blood-2009-

[3] NCCN clinical practice guidelines in oncology acute myeloid
leukemia. version 2.2016. http://www.ncen.org.

[4] Déchner H, Estey EH, Amadori S, et al. Diagnosis and manage-
ment of acute myeloid leukemia in adults: recommendations
from an international expert panel, on behalf of the European
LeukemiaNet[J]. Blood, 2010, 115(3):453-474. DOIL: 10.1182/
blood-2009-07-235358.

[5] Arber DA, Brunning RD, le Beau MM, et al. Acute myeloid
leukaemia with recurrent genetic abnormalities. WHO
Classification of Tumours of Haematopoietic and Lymphoid
Tissues[ M |. 4th. Lyon:IARC Press, 2008: 110-111.

[6] Schnittger S, Kohl TM, Haferlach T, et al. KIT-D816 mutations
in AMLI1- ETO- positive AML are associated with impaired
event-free and overall survival [J]. Blood, 2006, 107 (5):1791-
1799. DOLI: 10.1182/blood-2005-04-1466.

[7] Cairoli R, Beghini A, Grillo G, et al. Prognostic impact of c-KIT
mutations in core binding factor leukemias: an Italian retrospec-
tive study [J . Blood, 2006, 107 (9):3463-3468. DOI: 10.1182/
blood-2005-09-3640.

[8] Paschka P, Marcucci G, Ruppert AS, et al. Adverse prognostic
significance of KIT mutations in adult acute myeloid leukemia
with inv (16) and t (8;21): a Cancer and Leukemia Group B
Study[J]. J Clin Oncol, 2006, 24(24):3904-3911. DOI: 10.1200/
JC0.2006.06.9500.

[9] Boissel N, Leroy H, Brethon B, et al. Incidence and prognostic
impact of c-Kit, FLT3, and Ras gene mutations in core binding
factor acute myeloid leukemia (CBF- AML) [J]. Leukemia,
2006, 20(6):965-970. DOI: 10.1038/sj.leu.2404188.

[10] Park SH, Chi HS, Min SK, et al. Prognostic impact of c- KIT
mutations in core binding factor acute myeloid leukemia [T1].
Leuk Res, 2011, 35 (10):1376- 1383. DOIL: 10.1016/j.leukres.
2011.06.003.

[11] Kim HJ, Ahn HK, Jung CW, et al. KIT D816 mutation associates
with adverse outcomes in core binding factor acute myeloid
leukemia, especially in the subgroup with RUNXI/RUNXITI
rearrangement [ J]. Ann Hematol, 2013, 92 (2):163-171. DOI:
10.1007/s00277-012-1580-5.

[12] Jourdan E, Boissel N, Chevret S, et al. Prospective evaluation of
gene mutations and minimal residual disease in patients with
core binding factor acute myeloid leukemia [J]. Blood, 2013,
121(12):2213-2223. DOIL: 10.1182/blood-2012-10-462879.

[13] Zhu HH, Zhang XH, Qin YZ, et al. MRD-directed risk stratifica-

11-254441. tion treatment may improve outcomes of t(8;21) AML in the
32 CKIT(+) == == == mm == == == == =) | SRE R 1T A AR ‘
| N §
v BUINR R KA EE
I3 R PR FEG T
2L
o) EEREE
PA =
¢-KIT(-) poom | OUE3 | U4 || gUss || SUs || ST | U |

B o(8;21) 2RSSR iRy T iR



AL

[14]

[19]

L5 20174E 1 538455 1] Chin J Hematol ,

January 2017,

Vol. 38, No. 1 -9

first complete remission: results from the AMLOS multicenter
trial[J]. Blood, 2013, 121(20):4056-4062. DOI: 10.1182/blood-
2012-11-468348.

Allen C, Hills RK, Lamb K, et al. The importance of relative
mutant level for evaluating impact on outcome of KIT, FLT3
and CBL mutations in core- binding factor acute myeloid
leukemia[J]. Leukemia, 2013, 27(9):1891-1901. DOI: 10.1038/
leu.2013.186.

Krauth MT, Eder C, Alpermann T, et al. High number of addi-
tional genetic lesions in acute myeloid leukemia with t(8;21)/
RUNXI-RUNXITI: frequency and impact on clinical outcome
[J]. Leukemia, 2014, 28 (7):1449- 1458. DOI: 10.1038/lcu.
2014.4.

Qin YZ, Zhu HH, Jiang Q, et al. Prevalence and prognostic
significance of c- KIT mutations in core binding factor acute
myeloid leukemia: a comprehensive large- scale study from a
single Chinese center[J]. Leuk Res, 2014, 38 (12):1435-1440.
DOLI: 10.1016/j.leukres.2014.09.017.

Park SH, Lee HJ, Kim IS, et al. Incidences and Prognostic
Impact of c- KIT, WTI, CEBPA, and CBL Mutations, and
Mutations Associated With Epigenetic Modification in Core
Binding Factor Acute Myeloid Leukemia: A Multicenter Study
in a Korean Population [J]. Ann Lab Med, 2015, 35 (3):288-
297. DOLI: 10.3343/alm.2015.35.3.288.

Yin JA, O'Brien MA, Hills RK, et al. Minimal residual disease
monitoring by quantitative RT-PCR in core binding factor AML
allows risk stratification and predicts relapse: results of the
United Kingdom MRC AML-15 trial[J]. Blood, 2012, 120(14):
2826-2835. DOI: 10.1182/blood-2012-06-435669.

Zhu HH, Jiang H, Jiang Q, et al. Homoharringtonine, aclarubicin

[20

[21

[22

[23

[24

]

]

[

]

[

and cytarabine (HAA) regimen as the first course of induction
therapy is highly effective for acute myeloid leukemia with t (8;
21) [J]. Leuk Res, 2016, 44:40- 44. DOIL: 10.1016/j.leukres.
2016.02.012.
Cao J, Feng H, Ding NN, et al. Homoharringtonine combined
with aclarubicin and cytarabine synergistically induces apopto-
sis in t(8;21) leukemia cells and triggers caspase- 3- mediated
cleavage of the AML1-ETO oncoprotein[J . Cancer Med, 2016,
DOI: 10.1002/cam4.913.
Wang Y, Li W, Chen S, et al. Salvage chemotherapy with low-
dose cytarabine and aclarubicin in combination with granulocyte
colony- stimulating factor priming in patients with refractory or
relapsed acute myeloid leukemia with translocation (8;21) [J].
Leuk Res, 2011, 35(5):604-607. DOI: 10.1016/j.leukres.2010.
11.003.
Bergua JM, Montesinos P, Martinez-Cuadron D, et al. A prognos-
tic model for survival after salvage treatment with FLAG-Ida +/-
gemtuzumab- ozogamicine in adult patients with refractory/
relapsed acute myeloid leukaemial J]. Br J Haematol, 2016, 174
(5):700-710. DOI: 10.1111/bjh.14107.
AR B S e LR S 2 T AR~ 4 v [ e PR 1 T
ARSI T LR GENN I L IR (2014 4E RO [T ]. ek
IfiL % 2 4% 7, 2014, 35(8):775-780. DOIL: 10.3760/cma.j.issn.
0253-2727.2014.08.029.
Kayser S, Schlenk RF, Grimwade D, et al. Minimal residual
disease- directed therapy in acute myeloid leukemia [J].
Blood, 2015, 125(15):2331-2335. DOI: 10.1182/blood-2014-11-
578815.

(Wickis H#1:2016-11-09)

(A S Gl - £MH5)

PEEZLMBAENSETRERS

* £ B Iag#

BEEEZER HFRr%E

BEEEEZER Zi&H

BlEEZER W% AFH AER WEBXK

B 5 F ROYMKREENTY) & % %=
RAFROBOREA FER
% B 4 4 W OB R

ZRFWBRK HER

x RRWEREENT) & £ H£=F
i K 8 B FRE EXF
X &£ HNFE HNBE X £
RAFE K M K R KEA
EXE FER GRE iRk
R RWAE RS FEER
% & ¥ T AER RKE
FHIRE wrmiE SRk BIER

ERER

FEE IFXL MHERE NBL FEG
wmakie BRFRHE HRWAE RADE R
FTOERE
# I Ok EIAH IR IFX
oAk ¥ s X A XAk
e WET OATR XK XEW
skeiE F W F O F B & OB
MBI kit T HIR AR
EOFHER MaE A Ok E W
RYERE RMFpZ RIFR EERK ®w A
YR %





