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[Abstract] Objective To estimate the long- term outcomes and the prognostic factors of
homoharringtonine, cytarabine, daunorubicin or idarubicin (HAD/HAI) as induction chemotherapy in de
novo acute myeloid leukemia (AML). Methods The CR rate, overall survival (OS) rate, relapse free
survival (RFS) rate were retrospectively assayed in 143 de novo AML patients who received the HAD/
HATI induction chemotherapy. The outcomes were compared among prognostic groups according to world
health organization (WHO) classification, genetic prognosis and initial white blood cell (WBC) count.
The role of consolidation chemotherapy consisting of middle-dosage Ara-C (MD-Ara-C) on long term
survival was evaluated. Results Of 143 patients, 112 (78.3%) achieved CR after the first course of HAD/
HATI induction treatment, and early death occurred in only one case. Notably, the CR rate of patients with an
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initial WBC count =100x10°/L was not significantly different from those with an initial WBC count<100x
10°/L (70.4% vs 80.2% , P=0.266). The CR rate for the patients with favorable, intermediate and
unfavorable integrated genetics risk factors was 93.7%, 71.4% and 61.3%, respectively, the difference
between groups was statistically significant (P=0.001). Patients with FLT3-ITD mutation obtained similar
CR rate (70.6% ) to that of patients with FLT3 wild type (79.3%, P=0.528 ).The estimated 5-year OS rate
and 5-year RFS rate for all patients was 40.0% and 37.0%, respectively, with a median follow-up of 24
(range 1-104) months. The median survival time was 30 [95% CI (12, 48) | months. 5-year OS and 5-
year RFS of the 96 patients who achieved CR after first course chemotherapy without undergoing allo-
HSCT in complete remission was 47.0% and 38.0%, respectively. 5-year OS was significantly higher in
MD-Ara-C consolidation group than in no MD-Ara-C consolidation group among CR patients without allo-
HSCT (58.0%, 19.0%, respectively, P=0.004). In patients who obtained CR after first course and received
MD- Ara-C consolidation without allo- HSCT, the 5-year OS of patients with hyperleukocytosis was not
significantly lower than that of patients without hyperleukocytosis (55.5%, 58.8%, respectively, P=0.419).
FLT3-ITD mutation patients showed similar 5-year OS to that of wild type FLT3 patients (51.4%, 60.2%,
respectively, P=0.482). And furthermore, 5-year OS of favorable, intermediate and unfavorable integrated
genetics groups were 59.1%, 62.5%, 51.9%, respectively (P=0.332) in this subgroup. Conclusion HAD/
HATI induction chemotherapy with sequential consolidation of MD-Ara-C could obtain satisfactory CR rate
and long-term survival rate in de novo AML, especially for patients with hyperleukocytosis or FLT3-1TD

-05.

mutation. It yet remains to be verified by large sample, prospective studies.

[Key words] Leukemia, myeloid, acute; Harringtonine;

protocols; Treatment outcome

Antineoplastic combined chemotherapy

Fund program: Health Public Welfare Industry Scientific Research Special (201202017)

PIZE£1 5 2 (DNR) Fl L AR 405 % (IDA) K
1R IR 28 25 W B A BT B A A (Ara-C) (DA 5K
TA) 48R “3+7 7 27 A BRI Sk R
I3 (AML)ARAETE 4RI T S 2 R = RAZHR
Bl (HHT ) BX 75 DA 5 AA (B 58 785 2+ Ara-C) 2K
HAD Fl HAA J5 & B 320 AML 1) — 5 31k
J7 )7 &R, A TxH%E52 HAD (HHT+Ara-C+DNR )/
HAI(HHT+Ara-C+IDA) J7 Zi5 1697 1) AML (25
PRV IEAT T, B TE PE A HAD/HAL 7 X6 91R
AML B KW RO RITHS M R

w5 77%

1. L2006 4F- 5 H 222013 4 1 H [ 7E 3K B
%52 HAD 8¢ HAL J5 275 407 19 143 BIRIIG R
Lk 20 e AML B85 W BF S X4 . A s AR B
MICM (20 L 2557 Gyse A o3 At At 5t 4% 2=
S FrEEE) K WHO 2008 FRifi BEA T2 F 414

2. MM AL 2 Ay SR A R AR R
1, FH R S5 ik A T Y e ARA% R 5, SR o 1
PCR 5% PCR ¥k & il J¥* % il PML-RARA . RUNXI-
RUNXITI 1 CBFB-MYHI1 il & %5 5 L} FLT3-
ITD .CEBPA #I NPMI1 Z& 748 . 8t 1% % Tl 5 4 4 b
WS O RAFA ALFE 1(8;21) Linv(16) 5K t(16;
16) (p13;q22) , 1E# 244 NPM1 BH 4% H FLT3-1TD
B, 35 0F A2 U 4E CEBPA FHYE ; QG A R4 . -5

of 5q-,-78X 79—, £ 3q. 9q.11q. 21q.17p S H ¥
L 1(6;9), 1(9;22) , 52 22 A% AU (=3 JE BRI 4% 8 5
¥), FLT3-1TD PHM: 9 1E 5 28 @B rh 454 : 1
HALI B A R

3IRYT T R AN (WBC=100x10°/L) &
H 5 AT TR IENR /N Ara-C A1 (31 H
21 B R A 88 AR P L35 400 67 47 , 7 WBC 1K 50
10°/L 72 47 F i 4715 4697 . HAD/HAL J5 &8
HHT 2.5 mg-m-d"', ki i, 56 1~7 K ; Ara-C
150 mg-m™-d", # k% 1 , 5 1~7 K ; DNR 45
mg-m”-d”, FbkEE, 55 1~3 K IDA 9 mg-m~-d ™,
FRbKIE 5 1~3 K. B RE il HGB<80 g/L 5 i
IR EH J8 B bR ) A B TR 2L A MY, PLT<20% 10°/L
ofg B U e S A AR o P R A i
Xt 3% (ANC) <0.5% 10°/L B3 50 157 960 J3E ik (200
mg/d ) T B L PR R

GRS IRTT 7 48 M A R SR — R
B T H I RE S SR O, T AR UER
1 Ara-C(100~200 mg-m~-d”", #HIKiR e, 45 1~7 K)
5 5 (MD) Ara-C (1.0 g/m?®, 45 12 h1 7%, 5 1~4
KN EBA T MG T 3~6 M7, H&
HLA 4> FH G 1 4t IR 5 2 8 gl AT S 5 PR s i 1
YRS HE (allo-HSCT) o X R L& i AT Fs &
A7 B BIRYT

4. BB bR 1 NITF R W% 2%



<96 FAE M A 2252016452 HE5 37 4552 Chin J Hematol, February 2016, Vol. 37, No. 2

(CR) \EVEAF(OS) BT K HA7(RFS) %, CR H
Z 182001 4 AML [ Pr TAEEEITERIE" . Frf &
H Y4 I WHO BT 29 AS B SO PPAR AR e 1 7
LM . WEE CR B H ANC I/ D RS [E] (b
I I IR & ANC<0.5x 10°/L ) 1 %) , # il 3] ANC
T ARAE SR AR R B ] . 5 AT T i 2 AkYT
J5 30 d WA BE T BUBBET . OS I [H]
W12 = B E LT B R BE I E] (S 1iHE] ) . RFS
150 AR CRE 2 838 B & FE T BR UR Bl 17 5[]
1o B2 AR A T R R TR TRV . Bl
VitkiE HWI A 20154E4 H 1 H .,

5. Goitep ab 3 . W FH SPSS18.0 #fF kT 48 12
THT . CRAFR My Ki B ul Fisher ™ s i UIAE R K 5o i
1TV, F Kaplan-Meier J5 At A AR 2
4347, 2K H Log-rank £ 5 i#E 17 5L PR 28 905 A2 A7 40
Br, FH Cox MIHA Y1 T 2 R R A A2 . KRR
AT g RS AT T S AR BT R R, T )
SRR F SN 56, P<<0.05 M 22 34 e T2

&H R

1B FACRGL 143 I B vh, B3 89 43l , 4 54
B, LAY 39(14~58) % . WHO 2008 Frifii2 Wi 43
B AR AR R 340 R RRE
S 19 AT 90 B MK IR 3G [E AR
g M ELH (ECOG) PR AnifE A T — ORI I 4, 2
S a8, 303 s3I, 4 5 42 ). i SARIT R
H i HGB 79 (30~150) g/L, H fif WBC 20.1 (0.6~
409.0)x10°/L, H1{i PLT 38(2~831)x10°/L. & 4
Ji 5 27 491

e R R AR < IR 5 R 78 ], B 2
iR 6 ), 0oy 5 3 8 ), A7 AE t(8;21) & 28 14l
(K GIE-Y 1761, -7, - 184524, del (7)
(q32) . —7/2q+.del(9)(q11;q22) .i(8)(q10) . 14q+/
(i21q) . 13q — . +8/del (9) (q11;q22) . del (9) (ql1;
q22)/+ 11, = Y. t(10;11) (p13;q23) +mar . del (1)
(p32) .1q— . t(5;11)(q33;q13) .del (19) (p12) . der
(1;7) (q10;p10) . der (10) ,+22.+8.+19 4% 1 {4 .
FLT3-ITD 748 % 3 13.3%(17/128) , CEBPA 5875 %
h 18.1% (23/127) , NPM1 %8 78 & g 19.1% (22/
115) . LTS K i 63 4 1 e 254 42 1]
UG AS R4 3149 TS AN 7 1]

2. PRSI R YT 5 R 2R 43T - 80 Al i

HIHZHAD T, 63 Bl B E 2 HAL T4 . 14344
BE T 11241(78.3%) 1 M7 #E3k4% CR. HAI.HAD
B H 1AIT R CR 4300 79.4% . 77.5% (P=
0.788) . 31 I ARZE i i JE 2697 1 BITE S 21k
SRR T, 11 BGEIRYT 19 B4 2 Fgs 4k
J7 (L 11 B3R CR) o 272 CR %0 86.0%(123/
143),

UG AH R 2T B 147 RE CRRAYFEIN i
J7 Bl WBC=100 x 10°/L (P=0.266) . FLT3-1TD % %%
(P=0.528) .NPM1 %1% (P=0.396) %t e 3 1 7
CR [ 5 Wi 22 5 T 48 11 2 & X ; CEBPA (TAD/
bZIP) 748 H 3 CR 4 T B B A5 (P=0.021) ; it
22 IS 41 41 6] 22 7 8 4811 2% & L (P=0.001)
(£1),

R PUSARCZEX A ERE R A I (AML) 5% 147
SEA kS (CR) YR

CR%
B (%, (CREMBUAABIE)] O
WHO 2 Wi 57 0.000
A IS L2 55 AML 94.1(32/34)
a2 R EERE AML 36.8(7/19)
ARIEsZE AML 81.1(73/90)
¥1iZ2 WBC 0.266
=100x10°/L 70.4(19/27)
<100x10°/L 80.2(93/116)
FLT3-ITD 0.528
FRAH] 70.6(12/17)
W 79.3(88/111)
CEBPA(TAD/bZIP) 0.021
WG A HY 100.0(16/16)
LigaEpIl] 74.0(77/104)
NPM1 0.396
GRARHY 86.4(19/22)
L5g2cyis 75.3(70/93)
WAL o4 0.001
T R AT 93.7(59/63)
TilJe Hh &5 71.4(30/42)"
HE AR 61.3(19/31)"
5 ANHH 57.1(4/7)

0 5TUG RAFL HER, P=0.002, °P=0.000; 75 i 45 515 A~
R4 A, P=0.362

3.3 SALYF WIS B : ANC<0.5x 10°/L ¢
g 7] 18(8~37)d, ANC<0.2x 10°/L 54 i
1] Ry 15 (2~35) do HP A5 e 47 21 40 B i 03 1 Ry
11.75 (0~32) U, H A ¥ 4 1L /DN B i 33 554 60 (5~



FAE M A 2452016452 A5 374552 Chin J Hematol, February 2016, Vol. 37, No. 2 <97

220)U, R H DL il 98 14 A IR I |
Y , H i A AR LR ] ) 8(0~36)d (2 2) .

K2 143 B ERE AR 0 T LA I A RS

JE MR AS B I ~T%(%) M~1VZ%(%)
RLATIN 48.6 42
M - 24.6 2.1
s 16.3 2.8
R 7.0 1.4
TR AR A 17.6 1.4
AR ARTH= 155 1.4
K 31.9 2.7
ARLr Tt 6.7 0.7
JE P29 0 3.3
R S 1.4 0
diEnd 19.9
22V E LR 40.4

4. KT 123 B CR A, 7 Bl R 246
J¥, 20 547 allo-HSCT, 71 §i$%52  MD-Ara-C J5 %
JLIERG T , 25 1) 8 35 42 52 bR 1 ) 5 Ara-C JLIEA
7o 123 G FE AT 1161(8.9%) o iz kit a]
H24(1~104)1H o 143 835 12 OS I Ta] 2 30
(95% CI 12~48) 1 H (181 1),3 4F OS R H 45.0%, 5
4 OS % 40.0% ; 3 4 RFS %47 39.0% , 5 4F: RFS #%
h37.0%5 5 4 B4 % R K 56.9% ., HAI HAD 41
B S A0S K45 A 41.0% . 40.0% (P=0.601) .
112 6] 1 A7 2 CR H 4 Y 3 4F RFS %K 43.0%, 5 4F
RFS %} 41.0% (81 2) ., 20 ] allo-HSCT 4 5 4=
OS %4 60.0%.

96 i 1 M7 72 CRIG 2 YLIERYT & 1 s
OS It 1] Ky 54 (95% CI 9~99) 4~ H . 3 4 0S F N
55.0%,54F OS %K 47.0%; 3 4F- RFS K K 41.0%, 5 4F

100
80
E\Q/ 60
el
4 B P
4 40 L
20
0

20 40 60 80 100 120
AAFmlE ()
1 143 GHRA S ERE R F I BAEAT 2R

lOOﬁ1

80

60

S

20

TR B (%)

20 40 60 80 100 120
HEAEEE (A)
B2 11200 VAT RROE 2R PR SRS R R TG
aeediite

RFS K4 38.0%. %% MD-Ara-C J7 RZIULIE AT
ZHHR Y 5 4F OS 3N 58.0% , B I 1w T2 bR
1 Ara-C LAY T 4H 1Y 19.0%(P=0.004) (& 3) . ¥
i G5 I A A7 B B R R o A g SR AR 3, 45 R
7k WHO 2008 FrifEi2 743 5 9]i2 WBC .FLT3-1TD
%7%  CEBPA (TAD/bZIP) R 7E \NPM1 R 7A% K i 1%
SETUG S AU R Y 5 4F OS \RFS RS2 ¥ o4t
THERE L (PAEFI>0.05) , MUK FRE 45 R0 Cox 15
LB EEATSE i

100 ’\
1

80 1 PR PR LG T (7145

S 60 “‘—ﬁ__l__l“
o
& 40
= P=0.004
20 .
iR e PR LG 7 4L (25451 )
0

20 40 60 80 100 120
Al ()
B3 RIE i BT R T ILFERAY T 1A P RESR e 2 G R A A
F AT YR

Wi

FELHLY) 347 J7 587 BEml I, >R FH = 771 & DNR
(90 mg-m~-d") .M/ K it Ara-C B = 2B G55 K
W&, R AT AML R 1 PR CRF  (HHR
R R AR 5

HHT J& LA Bt b 45 T % G2 v 25 LA



<08 FAE M A 2252016452 HE5 37 4552 Chin J Hematol, February 2016, Vol. 37, No. 2

R3O LAY TRESE G IA B PR BT I 17 S I A R U 1 SN R

2 p_— SAERATE ST KEAT
F(%) PH F(%) PI
WHO 2Hi 43 %! 0.509 0.172
PEA TG 25 % AML 24 64.7 57.7
EHE L RZLEE R AML 7 50.0 42.9
NFES AML 40 54.5 40.9
#1312 WBC 0.419 0.889
=100x10"/L 9 55.5 55.6
<100%10°/L 62 58.8 45.8
FLT3-ITD 0.482 0.552
RASHY 7 51.4 429
5g2cyis 58 60.2 48.7
CEBPA(TAD/bZIP) 0.702 0.931
WL GEAR T 7 51.4 429
Lisgaceiy| 56 58.2 48.8
NPMI 0.578 0.339
RASR] 14 73.3 41.7
A A 44 55.1 513
LTS 44l 0.332 0.619
Tilje R4 41 59.1 472
T J 45 17 62.5 529
TG A R 11 51.9 455

1 AML : 2UHERE R 1

TP o B i — A e, TR 20 t40 80 4F
R IT46 10 F HHT 3497 AML, UF 52 HHT 5 Ara-C BE
4 (HA) )7 238797 AML Y7345 DA (DNR+Ara-C) J5
LA, CR Z43 511K 54% . 64% , #2 H HHT "] /£ H
— LRI . AN, 425 HA 5 DA
T7 IR YT IR B A B 5 A nT AR
CR, XU HHT 5 B ZG YA AFAEAE L 24 , HHT
FIIDNR A2 F: i AT 42 55 AML fE 5 19 CR R 7
R F, HAD J5 229697 W17A AML 24, CR %3k
86.1%  JTAL L HA & A ik — L3 E . FRATZ,
R 4R HAD/HAL T ZZi697 T A 19 1. 217 2 CR
Ay ) N 78.3% Hl 86.0% , 5 Sk [15] A HAA
(HHT . Ara-C Bl 5a i85 238 ) J7 597430 (78.0% ) FH AL

7 ALY A R A T8 (WBC=100x10°/L)
JEAML I — AN EEW AR EZE, K58
— M EEE A EEA KRR I HAD/HAL 5 247
PRI, 5 A SR v 4 AR CR 3 AH Y
(435110 70.4% 55 80.2% , P=0.266) ,iX 1] fit 5 HHT
XF Gl G 3 1 I 20 AT ik A AR AR, LA
2B I FRTT RIIR IE R BN K

WAL IR AML BB E PR B
AL B F B E G RAFE 117 CRZ(93.7%)
I 5 TS 4% (71.4%, P=0.002) & TG AR %

(61.3%, P=0.000) , AT J5 A K 575 Hh G 4L &
1] CR K 22 FH TG i1 2% & L (P=0.362) , FLT3-
ITD 28745 & Yo (e (A% AU 1E H AML £ 35 i Sy 1 iU
ANREE> JATW LSRR Y FLT3-1TD 8487 i
# CR % 5 FLT3-1TD %f A= 1 /2 35 CR 40 Y (P=
0.528), #2548 HAD/HAL )7 %64 vl g
BB AL 2 TS AS R 1 CRR,

A R FIE Ara-C (107 BT S 2
JEIRTT X AML B E KA AFR B Y AR
196 151 CR f {45 32175 S el J U INR T 4252
5 MD-Ara-C 7 Z YL EG T 4 E 1 54 OS 2]
T2 AR ) MD- Ara-C 1577 21 (58.0% %
19.0%,P=0.004) . {EAFEREME, #3Z% MD-Ara-C
J7 ZYLENGT A A SR 42
(P=0.419) | FLT3- ITD % #¢ %Y i1 B A= #Y 2 (P=
0.482) it fE2EMle R haE AR 41(P=0.332) /1
FI5AEOS 2RI TG iTHE 1 L.

S FRATTI A 58 45 SR P GRS HAD/HAL J7
5 AT vl AML R E TG 28 A HL A9
BE# , CRJG T 5L MD-Ara-C F Zil TS Z A
J7, AT AML F8 3, AR S0l 2 s 11 At M AR 3 A 3y
PR IIAEARR, H R FARFRAEA BN, H oy
BT A 5, 3 R I G A AR AS (TR MR 5 LA



FAE M A 2452016452 A5 374552 Chin J Hematol, February 2016, Vol. 37, No. 2 <99.

Uivglloe

(1]

(2]

(5]

(8]

(9]

2 % Xk

Mandelli F, Vignetti M, Suciu S, et al. Daunorubicin versus
mitoxantrone versus idarubicin as induction and consolidation
chemotherapy for adults with acute myeloid leukemia: the
EORTC and GIMEMA Groups Study AML- 10 [J]. J Clin
Oncol, 2009, 27 (32): 5397- 5403. doi: 10.1200/JC0O.2008.
20.6490.

Lee JH, Joo YD, Kim H, et al. A randomized trial comparing
standard versus high- dose daunorubicin induction in patients
with acute myeloid leukemia[J]. Blood, 2011, 118 (14): 3832-
3841. doi: 10.1182/blood-2011-06-361410.

PN S ERE ZR I (A 2P AR I ) i 274
(2011 450 [T ], PR ML 27 A4 3, 2011, 32(11): 804-807.
doi:10.3760/cma.j.issn.0253-2727.2011.11.021.

Swerdlow SH, Campo E, Harris NL, et al. WHO Classification
of Tumours of Haematopoietic and Lymphoid Tissues[ M ]. 4th,
ed. Lyon, France: IARC Press, 2008: 109-139.

Slovak ML, Kopecky KJ, Cassileth PA, et al. Karyotypic analy-
sis predicts outcome of preremission and postremission therapy
in adult acute myeloid leukemia: a Southwest Oncology Group/
Eastern Cooperative Oncology Group Study[ J]. Blood, 2000, 96
(13): 4075-4083.

Dohner 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. doi: 10.1182/
blood-2009-07-235358.

Cheson BD, Bennett JM, Kopecky KIJ, et al. Revised recommen-
dations of the International Working Group for Diagnosis, Stan-
dardization of Response Criteria, Treatment Outcomes, and
Reporting Standards for Therapeutic Trials in Acute Myeloid
Leukemial J]. J Clin Oncol, 2003, 21(24): 4642-4649.

Miller AB, Hoogstraten B, Staquet M, et al. Reporting results of
cancer treatment[J]. Cancer, 1981, 47(1): 207-214.

Weick JK, Kopecky KJ, Appelbaum FR, et al. A randomized
investigation of high- dose versus standard- dose cytosine
arabinoside with daunorubicin in patients with previously
untreated acute myeloid leukemia: a Southwest Oncology Group
study[ J]. Blood, 1996, 88(8): 2841-2851.

Bishop JF, Matthews JP, Young GA, et al. A randomized study
of high-dose cytarabine in induction in acute myeloid leukemia
[T]. Blood, 1996, 87(5): 1710-1717.

Willemze R, Suciu S, Meloni G, et al. High-dose cytarabine in
induction treatment improves the outcome of adult patients
younger than age 46 years with acute myeloid leukemia: results
of the EORTC-GIMEMA AML-12 trial[J]. J Clin Oncol, 2014,
32(3):219-228. doi: 10.1200/JC0O.2013.51.8571.

Fernandez HF, Sun Z, Yao X, et al. Anthracycline dose intensifi-
cation in acute myeloid leukemia[J]. N Engl J Med, 2009, 361

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

[23]

[24]

(13): 1249-1259. doi: 10.1056/NEJM0a0904544.
[ o O v WX a8 | B N USRIk f iR AR
TR IIRAF AR, 1993,14(2):59-62.
Xiao Z, Xue H, Li R, et al. The prognostic significance of
leukemic cells clearance kinetics evaluation during the initial
course of induction therapy with HAD (homoharringtonine,
cytosine arabinoside, daunorubicin) in patients with de novo
acute myeloid leukemia[J]. Am J Hematol, 2008, 83 (3): 203-
205.
HRAR, H0 I, BREEE, 5. HAA B RIBFIRIT AR K 20k
B F I 236 BT AOUEE [T, AR LR A 4% 35, 2013, 34
(10): 825-829. doi:10.3760/cma.j.issn.0253-2727.2013.10.001.
Dutcher JP, Schiffer CA, Wiernik PH. Hyperleukocytosis in
adult acute nonlymphocytic leukemia: impact on remission rate
and duration, and survival [J]. J Clin Oncol, 1987, 5(9): 1364-
1372.
Marbello L, Ricci F, Nosari AM, et al. Outcome of hyperleuko-
cytic adult acute myeloid leukaemia: a single- center retrospec-
tive study and review of literature [J]. Leuk Res, 2008, 32 (8):
1221-1227. doi: 10.1016/j.leukres.2008.01.004.
Mrozek K, Marcucci G, Nicolet D, et al. Prognostic significance
of the European LeukemiaNet standardized system for reporting
cytogenetic and molecular alterations in adults with acute
myeloid leukemia[J]. J Clin Oncol, 2012, 30(36): 4515-4523.
doi: 10.1200/JC0O.2012.43.4738.
Gaidzik V, Dohner K. Prognostic implications of gene mutations
in acute myeloid leukemia with normal cytogenetics[J]. Semin
Oncol, 2008, 35 (4): 346- 355. doi: 10.1053/j.seminoncol.
2008.04.005.
Smith ML, Hills RK, Grimwade D. Independent prognostic
variables in acute myeloid leukaemia[J]. Blood Rev, 2011, 25
(1):39-51. doi: 10.1016/j.blre.2010.10.002.
Mrozek K, Heerema NA, Bloomfield CD. Cytogenetics in acute
leukemia[J]. Blood Rev, 2004, 18(2): 115-136.
Rombouts WIJ, Blokland I, Lowenberg B, et al. Biological
characteristics and prognosis of adult acute myeloid leukemia
with internal tandem duplications in the FIt3 gene [J].
Leukemia, 2000, 14(4): 675-683.
Kottaridis PD, Gale RE, Frew ME, et al. The presence of a FLT3
internal tandem duplication in patients with acute myeloid
leukemia (AML) adds important prognostic information to
cytogenetic risk group and response to the first cycle of
chemotherapy: analysis of 854 patients from the United
Kingdom Medical Research Council AML 10 and 12 trials[J].
Blood, 2001, 98(6): 1752-1759.
Mayer RJ, Davis RB, Schiffer CA, et al. Intensive postremission
chemotherapy in adults with acute myeloid leukemia. Cancer
and Leukemia Group B[J]. N Engl J Med, 1994, 331(14): 896-
903.

(ki H 191:2015-07-23)

(ARGl X1 )





