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[Abstract] Objective To explore the impact on prognosis in favorable- risk acute myeloid
leukemia (AML) patients with different consolidation regimens after first complete remission (CR,).
Methods A total of 107 cases of non-refractory adult AML from January 2010 to June 2015 in single
center were enrolled in the study. HD- Ara- C group (38 cases) as the control group, we explore the
prognosis in three consolidation regimens, including micro- transplantation (16 cases), autologous
transplantation (auto-PBSCT, 14 cases), allogeneic transplantation (allo-HSCT, 39 cases). Results Of
107 patients (59 males and 48 females), with a median age of 33 (16-59) years old and a median follow-
up of 36.5(5.3-79.1) months, the overall relapse rate was 20.6% (22/107), and overall mortality rate was
18.7% (20/107). The 5 years cumulative relapse rate (CIR) of HD- Ara- C, micro-transplantation, auto-
PBSCT and allo-HSCT group were 39.7%, 6.2%, 14.3% and 5.6%, respectively (P <0.001). The CIR of
the observed group was lower than the HD-Ara-C group. The 5 years progression-free survival (PFS) rate
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of HD- Ara-C, micro-transplantation, auto-PBSCT and allo-HSCT group were 44.7%, 93.8%, 85.7% and
78.1%, respectively (P=0.011). The PFS of observed groups were similar, but superior to that in HD-Ara-C
group. The 5-year overall survival (OS) in four groups was 54.9%, 100%, 92.9% and 77.4%, respectively
(P>0.05). Multiple factors analysis showed that compared to HD- Ara- C regimen, allo- HSCT could
improve PFS (HR=0.376, P=0.031), but not OS (P>0.05); micro-transplantation and auto-PBSCT could
not improve the PFS or OS (P>0.05). Conclusion As compared with HD- Ara-C regimen, allo-HSCT
could obviously decrease CIR, improve PFS, but treatment-related mortality is high. These results show
that auto- PBSCT and micro- transplantation have similar outcomes, compared to HD- Ara-C regimen, so

both can be used as a option of consolidation treatment for favorable-risk AML.
[Key words] Acute myeloid leukemia; Antineoplastic protocols; Prognosis; Micro-transplanta-

tion

Fund programs: National Natural Science Foundation of China (81370626); National High- tech
R&D Program of China (863 Program) (2012AA02A505); Jiangsu Province’ s Key Medical Center
(ZX201102);Project Funded by the Priority Academic Program Development of Jiangsu Higher Education

Institutions(PAPD ); National Clinical Specialty Construction

* N ZE A JRRE M 2% (National Comprehen-
sive Cancer Network , NCCN) R #i& 4 fg JE &2 L2
JEF AL TR (MICM) K 2 B R
L CAML) 23 A P e fE 4L, 5 8 % AML ik
)RR . HEnE kA4 AML % Sk 6 4
S (CR) J R AL & 5] o DB 1 (HD-Ara-C)
I BRI ATT A 5 ORI B3 T N ik B
(MRD )17 (] W7 A2 71 e A 7 S PR o ot 1 4 L A%
## (allo-HSCT) %' {H 2 (K4 AML 74232 5
HD-Ara-C J7 ZYLEAST 5 AT5 A7 A 24— 4 3
B &S IR G A AMLAES PE . HERTIAS
[ DL AR YT T 2RI fE 41 AML $ 5 f 52 ), 3R AT
ST T IR BEIL S AFICA 1Y 107 BILILfE 4 AML R %
G RGORE, IR RGBT .

TRl 577i%

1. 95 9]« [0 R 4347 2010 4 1 H 220154 6 J
FIBEIZIA M 107 IR (AR <60 4 ) K fE4
JEMEIRE AML (3 . T B 2 B P S
SERGAT AN ARG 20 A e A R WA AR
KB A 4238 (FISH ) B¢ A I 240 e 4 (2 A% 7 |
Z2 7 PCR ARG I 43 iy WL (1 s i 5 3 R 22 v
0 e PR 00 ARG 7 b AMIL 40 Jf 3 AL 6 PR 2
A% (C- kit, NPM1. FLT3, CEBPA. DNMT3A.
RUNX1 . ASXL1) JF4F G AR A 40 AML 12 Wids i,
HAE 127 B T 55 09T /518 CR.

2. WLE AT 7 A4 ARYE A R DL AT
W BE A N RIT AL MR R AL L A RS i T 2
Jf#Hi (auto-PBSCT) 4H .allo-HSCT 4H . Hirfr, LIfk
ITH X R 1RYT 7 22 VA HD-Ara-C (2 g/m?, %5 12

h 1IRx3 d) R 3, A SRS I A 251, 4
AP RRIE AR . HoAth =41 A, A A AL
K % HD-Ara-C 1 T4 B2 75 % (Ara-C 2 g/’
12 h 11k x3 d, 4F % > 55 % (1) 835 Ara-C F| 2l 2
1.5 g/m?) , fbJ7 45 0 48 h J5 i G-CSF 3 52 156 %%
3 A1 JE o 1, 20 e (CD34 41 g A2 %5 1.72%
10%/kg, CD3 4 i H 37 51 0.99x 10%/kg ) , 4% 3 UK
4 J5 HE Al BT ; auto-PBSCT 4 28 2 N7 4 HD-
Ara-C i HEal i 77 R ILEALI T J5 2R FH MAG J5 %8 3))
2 BuCy 5 AL 5 5 A F RS HE O 10E A
BT TR A REA EI R, B
A RS 4 R T 0 v A I T AR 4k
S ARG (33/39) , BiFR B w43 B E 5 5%
% I 142 % ] allo- HSCT, i 4b 3 J7 %8 5% ok B
BuCy, BA&Jr % Z k6],

3. HABEER AR b - AL FE B T AR R
$(BMI) . #)i2 WBC .HGB . PLT . #}& IfiLJi 5 41 i
" Vs 200 B L A9 i 97 L R O S 5 AR % 2003 TR
] A v A8 T A L i o ) e A R
T 5 il mE G ) ) L BMI =24 kg/m’® 4y
H, <24 kgm’ HAEHEE",

4. BEVT 8 B AF R 6 DS IE R G R T
B HRE VATV , R KEE VRN 20164E7 A 1 H
HR A BE IR E] A 36.5(5.3~79.1) /4 A o $5R JC itk e
A=A (PFS) I 48175 40715 CR 2PN E K &
ol A AR T A B[R] 5 A A7 (OS ) B (145 959
25 B SET S A R B 15 B ]

5. Geit 2 A B Ir A e it 2F 43 AT 4R F SPSS
23.0 FAFTE R o 432 A B BRI O SORS B K
55, % 2 RS R AR S 808k MK 55 . Kaplan-



R IR e 2017 4F 6 A 5538 #4561 Chin J Hematol, June 2017, Vol. 38, No. 6 -519-

Meier 5 F T 20 Bt R & # (CIR) \PFS # } OS
R, IR H Log-rank 46 50 b 4[] 22 5744 5 [R] Aok
JH Cox JRU: #5575 52 1, PES . OS B[R % M %2 [H % 43
Br, B R 20 Hr i P<0.10 Y78 5 0E A 22 D SRR
Z R R DL A AL 2 8, PAE R OB 43 #r
P<0.05 MZERAGIHE L.

& R

— BEH MR

107 B fE 41 AML 5, 55 59 i, 4 48 4],
H LA IR 33(16~59) % o Ho  ff inv(16) 5L t(16;
16) Je otk S5 39 1] (I 1 451 NPM1 R4%) |, £
t(8;21) Ye ik S w 52 61 (Horp 1 413 NPM1 878 ),
IEH AV NPM AL R 5848 HON A FLT3-1TD 2842
8191, IE W K% Rl CEBPA MU 78 8 4], Horp  fbyr 4
38451, T AL A 2H 16 9], auto-PBSCT £H 14 4] , 39 1] &
HAES 1R CR(CR)ARAE 17 allo-HSCT., i tE
WP AR 49 % BE R T IHAM =4, 2R A%
TR SL(P=0.027) s Pz BEDTRS R A 25.4 4 H L &
FLTHA =, 2R B 55 L (P<0.001) ;43
Il RAFAE 22 TG 13 L (P>0.05) (£ 1),

= RTRRET I 2O FUS R

1. %9 CIR : 22 S22 | % B8 e
PEHE] R 10.8(2.5~50.1) 4 H o TFSHEAL 16 (i i
A1 1A % L 5 4Rt CIR 24 6.2% ; auto-PBSCT
HaplEHE P20 E%,S5F CIR N 143% ;
allo- HSCT £H 39 51| f& 3 v 2 il &2 & , 5 4F CIR Ny
5.6% ; 97 20 38 1] s A A 17 Bl & L, 5 4 CIR
H553%., WHBHEERBEERARITHEX
(P<0.001) , ¥4 #% ## . auto-PBSCT % allo-HSCT 4H
CIR 4 1 ZL TAT 4 (B 1A) o

2. PFS J2 OS: % Fifi 1j 2 1., # {3 PFS i [A]
H31.7(2.5~78.1) A H o ALI7 X R4 A A
auto- PBSCT }% allo- HSCT 41 5 4F PES # 43 %] &y
44.7% .93.8% .85.7% M 78.1% , 22 H A G it Fm X
(P=0.011) , H- P 3 £ # | auto-PBSCT % allo-HSCT
21 [B] PFS RAHIT , fbY7 21 5 4F PFS A AL (K 1B) .

ZREYTL S, A 5 R A 36.5(5.3~79.1)
A H L 20 BIFE TS, 15 BIIE T H K&, 4 B FET
allo-HSCT J5 %M ¥ ¥ 1 F 9% (GVHD) | 1 il 4L T
allo-HSCT J& i L4 & Ak o b7 20 38 i /3 v 12
WIRETHE K, 54 0S FH 54.9%, auto-PBSCT 4 14

R 107 BURAEL ST E U B —RRAAIE

) fbyrd DG 2iEEE| auto-PBSCT 41 allo-HSCT 21
FEAE Pl
(384) (164) (1441)) (394i))
R, MG ] 32(17~58) 49(19~58) 32.5(16~59) 28(16~53) 0.027
PRI (%) ] 0.069
% 27(71.1) 7(43.7) 5(35.7) 20 (51.3)
L 11(28.9) 9(56.3) 9(64.3) 19 (48.7)
WBC[x10”/L, MGGEF) ] 10.9(2.1~205) 12.2(1.2~73.3) 7.1(1.8~135.4) 13.8(2.5~248.9) 0.743
HGB[g/L, M(FEF) ] 73.5(45~150) 78.5(41~115) 77.5(52~109) 71(43~145) 0.463
PLT[x10°/L, MGGEF) ] 33.5(7~155) 27.5(5~273) 34(10~116) 24(8~320) 0.138
AN 5G4 L MGE D ] 0.28(0.02~0.94) 0.29(0.06~0.87) 0.34(0.06~0.85) 0.40(0.06~0.95) 0.283
AL [ MGERD ] 0.435(0.160~0.840)  0.475(0.210~0.800) 0.460(0.250~0.770)  0.552(0.160~0.870)  0.636
FLAR I AU/, MGERD | 319.5(133~1 068) 296.5(161~1 449) 272.5(173~1 181) 382(146~3 070) 0.478
RE R 1 (%) ] 0.330
<24 kg/m’ 23(60.5) 13(81.3) 7(50.5) 25(64.1)
=24 kg/m’ 15(39.5) 3(18.8) 7(50.5) 14(35.9)
SREAEAHG () 16(100.0) 6(15.4)
[ 4R A (1)) 0 19(48.7)
ToRAAHE (1) 0 14(35.9)
fird: CD34 4l x10°/kg , M(FL ) ] 1.72(0.89~4.30) 2.17(1.46~13.23) 3.65(1.78~8.54) 0.001

e CD3I AR x10%kg, ML) ]
STR(%)

0.99(0.25~1.33)
3.2(0.4~6.7)

1+ auto-PBSCT: ARSI E LT AN IR ; allo-HSCT : S FE A 1 1l T AN RS ; STR SRS ML 3 58 A P RE e itk 5 B /K 7



-520- AR5 2017 456 A 55 38 545 63 Chin J Hematol, June 2017, Vol. 38, No. 6

Bl E R BT R L, S5 F 0S FEH 92.9% .
allo-HSCT 41 39 f4i| . & 7 BilsET- (2 AL T2 %, 4
BIFEF GVHD 1 BI5EF B 135 240 ) , 5 4F OS Fhy
77.4%. 16 BT B35 B T2 S s .
— % GVHD, P4 54F OS RER LG4
(P=0.076) (I 1C).

A 100F o allo-HSCTHL (3961)
—— R (166])
. 8F auto-PBSCTZH (14471 )
® —— HD-Ara-CZ{ (38f)
% OO
p
= Y P<0.001
&
20
0 L L L ]
20 40 60 80
et ()
B 100 A
~ 80
X
% 60f
%
T w}
B —— allo-HSCT#H (394 )
ﬁ — PRI (1619))
20F auto-PBSCT# ( 144])
—— HD-Ara-C41 (381])
0 L L L J
20 40 60 80
AeAEatE (H D)
C 100
80 |
S
~ 60 b
It 0k —— allo-HSCT4 (391 )
o — R4l (160))
) 2 | auto-PBSCTZH (144 )
—— HD-Ara-C#{ (38 )
0 L L L ]

20 40 60 80
HEAEE (A )
allo-HSCT : 5 £ [ 3% 1,20 MBS 411 ; auto-PBSCT: [ 4451 1M+~ 40
HIFZAE ; HD-Ara-C : K352 BB At 1
1 107 GIIK AL S 2R 1 o 8 AR AS (R L 36y 7 0 204
AR R K (A) TClERAAE(B) JBEAE(C I ZR

= TS S R 2R A

W2 s, B 2 A A 4 R W os ) (P=
0.041) 2 BMI(P=0.062) ¥J %} 2% PFS 1 5, Ik
Hh, LIARST AR 2 IR = AN IS4 354 T R R B 1)

PFS #ft5 . 2 R/ 4s 3R W /R M X% F HD-Ara-C
YLIE AL ST , 1 allo-HSCT A B i 2k 3 £ % PFS (HR=
0.376,95% CI0.155~0.914,P=0.031) .

R 3 Wron , N 2R 4 b 45 R o M ] (P=
0.077) & BMI(P=0.051) A] RE X} OS H — & 2 J& 5%
M, (H 22 S TG 22 o AT 4L, A
auto-PBSCT 5 allo-HSCT #J A RE ik 3% H % OS (P>
0.05) . ZHEHHras R B R P2 & n] gExT &
HOS T —E R H 2R G EE L
(HR=2.199,95%CI 0.904~5.348,P=0.082) .

Wit

H 1l NCCN AR 4 AML Y 0 AR 0 K 43119
SERRIET H AT 2097 . A 1994 4R LK B E
HD-Ara-C J5 %8 3~4 D7 FE B A7 7E B b gk ) 1z
I FH™ NCCN 458 i R HH MRS 4H AML — 20
VAT TR, BIRZG it HD-Ara-C )7 Z LR LS,
Duployez 5 5T IE AL fE 41 AML PR RO 25 6
K (CBF) FHME S #0415 23k 40% 10 52 32, [R] It
A SCHK R GE allo- HSCT n] 24 3 1F 4% R £ B 4l
NPM 1 JE K 28748 (K 10 o & & A7 (RFS) , 3 4F RFS
T H1M 83%M153% . BRI, (IR fE4H AML 775 5%
S, FERE EAL AMRARIB IS, A e Bk — 2
BT BLE AT T =

IEAER T RAE R AR AR YT A OCAE T
F(TRM)BAEREAR . Horp, 30 B SO A 57 21 i
BT AR TR M MR A 50 & 2k, A
52 RAETHR(NRM)AY 5 9.8% " . RS AEAE g H A
— BT IR TT T B A AT MR R TR YT A BL
g5 A R, TR A [R] A 5 RS AT BB R K 1 I 20
fiftL, 85 S B R a8 AR AT AN (], Tl B Aol e 8 s £
it FH G s 1044 700, FLUR SRS A )5 TR S AL A2 A Bl i
A WA SHEE B A R0y (GVL) , ik S T
Z AT A I/ R RN (RVL/T) , H A 1l 40 B
ST DD TR R i K A R R AR R e T
GVHD % 5 F B A H WL B IF R o A5
L AT A 41 AML 28 J AN [R] AL [ 397 5 =X
AT T WL LR 73 B o allo-HSCT H fig B &k
M 3% PFS, {H 71.4% (5/7) 8 % 38 F TRM, 0 X F
HD-Ara-C J5 Z4bJ7 , BAEFGIR 2%, 5 3Gk E
AHAF > ARHERE CRORA T 17 allo-HSCT, A
40 SAET T CIR 2 PFS 435 0 6.2% &% 93.8% , J7
AR T HD-Ara-C L[ 697 2 (P<0.05) 5 H. 16 il fi



R IR e 2017 4F 6 A 5538 #4561 Chin J Hematol, June 2017, Vol. 38, No. 6 -521-

R2 107 PURSEL S HMERER F LR B ToHE LR A7 FE R N R 7 A

2 R T ZNZE T
HR(95% CI) P HR(95% CI) PIE
I (%) 0.997(0.968~1.028) 0.848
PRI (B /1 2) 2.457(1.039~5.813) 0.041 1.801(0.749~4.327) 0.189
SR I A AR (%) 1.000(0.987~1.013) 0.971
BRI (%) 1.761(0.277~11.172) 0.548
1ML IA FLIR B UG (U/L) 1.000(0.998~1.001) 0.588
BMI(=24 kg/m’/<24 kg/m?) 2.051(0.963~4.365) 0.062 1.933(0.901~4.145) 0.090
Log %41y WBC 1.306(0.692~2.464) 0.410
R AN
g 1 I
UFAE 0.150(0.020~1.137) 0.066 0.193(0.025~1.475) 0.113
auto-PBSCT 0.263(0.061~1.139) 0.074 0.285(0.064~1.264) 0.099
allo-HSCT 0.351(0.146~0.848) 0.020 0.376(0.155~0.914) 0.031
T S ML ; auto-PBSCT : RSN L T A EEAH s allo-HSCT « SRAE A 1ML T-2H RS A4 ; BMIL: (A 5 4%
F3 107 BURACH 2MERE R H s R S AL R R 5
2 S pT EASES N
HR(95% CI) P HR(95% CI) P
FEE (%) 1.012(0.978~1.047) 0.506
PR (B 2.498(0.907~6.876) 0.077 2.271(0.819~6.293) 0.115
SRR AR A (%) 1.000(0.985~1.015) 0.971
B HE A A (%) 1.011(0.990~1.032) 0.319
I TA PR S (U/L) 0.999(0.998~1.001) 0.508
BMI(>24 kg/m*/<24 kg/m®) 2.410(0.996~5.831) 0.051 2.199(0.904~5.348) 0.082
Log 40 F1 40 114k 0.813(0.380~1.741) 0.595
NP AN
[erpdyietitl &
TMFAE 0(0~4.69x10E*) 0.966
auto-PBSCT 0.214(0.028~1.653) 0.139
allo-HSCT 0.527(0.207~1.340) 0.179

N ZIRY] ; auto-PBSCT : [ AARSMNE LT AN S ; allo-HSCT « 53k R i 1L T 4IRS ML ; BMI . AR F 5 5k

R B TP AR B B R T LM 3 A BB (=
0.027) , ZREVZ A (MR BETTI AR 25.4 40~ H) L 16 471
PIfE G, o — ) % 4= GVHD, fti it 5 4F OS F Ny
100%, A {1t T- HD-Ara-C fb57 24 (54.9% ) A a3, {H
Z BTG L (P=0.076) . ZHZE/HT Rl
FEAEAL TC PFS M OS LY, H OS M Z AR Hrrh iy
B IX T8, %5 ] e 5 MO A R R T R i, B
il ()L, s i DA G o AR Bl A B 17 ]
(A AER L AR A A7 T 1Y) 22 5 N i s 8 A0 R
K s R BT FT ZEHE— 2 R, IXHZ I AT
BRI . BEAh , SR H auto-PBSCTIRYTIRIE L
AML WIS R AF7 300, REA %040 kB BE 0 i B [a]

/0T TRMY™ . AHF 55 H auto-PBSCT 41119 5 4F
PFS 0 TS 74 (93.8% %) 44.7%) , Z N £ 43
Mri/n A $2& 55 PFS (¥ #5 (HR=0.285, P=0.099) , {H
Wi 4l OS FAH 3, B ok X F 1K f& 41 AML, auto-
PBSCT & —Fh ] ik 2 H AR 2 iRy FBL

AR, ABFSE o PES K OS Z N R, A
H (BMI<24 kg/m?) i & PFS ) OS ¥4 I T8 &
(BMI=24 kg/m®) H # # # (HR=1.933, P=0.090;
HR=2.199, P=0.082) , % J& 11 IliL 95 41 fifd 11 75 &) itk
N EBH IR AL, ik fb sy , ¢ BLAH BS
LR LVEAT R R AR IR, IS T

25 b BT &, 5 HD-Ara-C W, [ 1k J7 M1 1L,



-522- PR Il 2R 2017 4E 6 A 55 38 4 6 1]

Chin J Hematol, June 2017, Vol. 38, No. 6

allo-HSCT & & 4%, {H TRM & , CR RS NG
AR s FARRE R4 58 % OS & PFS 5 HD-Ara-C
TR yv AR , v VR AR G 240 AML LI 5 58 1) — b
TEBE 5 T SAORS ARLAE Ay AT ok B BB YT T A
A HEE RS A0l N SR RN 9
I TRMAIC R AT = A, AN )25 25
TR BB AR R R E T RAREAIR , A T A
BEWARA, S T e R E T A R R L
R399 B R S B 7

2 % Xk

[1] Kayser S, Walter RB, Stock W, et al. Minimal residual disease
in acute myeloid leukemia--current status and future perspectives
[J]. Curr Hematol Malig Rep, 2015, 10 (2):132- 144. DOI:
10.1007/s11899-015-0260-7.

[2] 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. DOI: 10.1182/blood-2012-10-462879.

[3] Duployez N, Marceau-Renaut A, Boissel N, et al. Comprehen-
sive mutational profiling of core binding factor acute myeloid
leukemia[J]. Blood, 2016, 127(20):2451-2459. DOI: 10.1182/
blood-2015-12-688705.

[4] O’Donnell MR, Tallman MS, Abboud CN, et al. Acute myeloid
leukemia, version 2.2013[J]. J Natl Compr Canc Netw, 2013, 11
(9): 1047-1055.

(5] PUsde, A, INE T, 45 MAG J5 58X P L s £ 3 1
I 240 2 VR R F 5 [T ). s A i 2 2% 5, 2004, 25(8):
462-465. DOI: 10.3760/j:18sn:0253-2727.2004.08.004.

(6] rrABPES 2 S o2 T AN, FH A4 20, o ) 5 PR ik ot
I FSARIAYT IR RSB & FAGR( 1) ——I& WAL | Fikb
BT 2 B PR (2014 4R RO [T, AR M~ 7% i, 2014, 35
(8):775-780. DOI: 10.3760/cma.j.issn.0253-2727.2014.08.029.

(7] P E R )T A2, o R T 5 I B Tt 7 5 42 T 45
I3 [T, 8 35244), 2004, 26(1):1-4. DOI: 10.3321/j.issn:
0512-7955.2004.01.001.

[8] Mayer RJ, Davis RB, Schiffer CA, et al. Intensive postremission

chemotherapy in adults with acute myeloid leukemia. Cancer

[9]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

and Leukemia Group B[J]. N Engl J Med, 1994, 331(14): 896-
903.
Rollig C, Bornhduser M, Kramer M, et al. Allogeneic stem-cell
transplantation in patients with NPM1- mutated acute myeloid
leukemia: results from a prospective donor versus no- donor
analysis of patients after upfront HLA typing within the SAL-
AML 2003 trial[J]. J Clin Oncol, 2015, 33 (5):403-410. DOI:
10.1200/JC0O.2013.54.4973.
Gooley TA, Chien JW, Pergam SA, et al. Reduced mortality
after allogeneic hematopoietic-cell transplantation[J]. N Engl J
Med, 2010, 363 (22):2091- 2101. DOI:  10.1056/
NEJMoal004383.
Guo M, Hu KX, Liu GX, et al. HLA- mismatched stem- cell
microtransplantation as postremission therapy for acute myeloid
leukemia: long-term follow-up[J]. J Clin Oncol, 2012, 30(33):
4084-4090. DOI: 10.1200/JC0O.2012.42.0281.
Spitzer TR. Microtransplantation: a new paradigm for the
separation of graft versus host disease and graft versus tumor?
[T]. J Clin Oncol, 2012, 30(33):4051-4052. DOI: 10.1200/ICO.
2012.45.2979.
Koreth J, Schlenk R, Kopecky KIJ, et al. Allogeneic stem cell
transplantation for acute myeloid leukemia in first complete
remission: systematic review and meta- analysis of prospective
clinical trials [J]. JAMA, 2009, 301 (22):2349- 2361. DOI:
10.1001/jama.2009.813.
Cornelissen JJ, van Putten WL, Verdonck LF, et al. Results of a
HOVON/SAKK donor versus no-donor analysis of myeloabla-
tive HLA- identical sibling stem cell transplantation in first
remission acute myeloid leukemia in young and middle- aged
adults: benefits for whom?[J]. Blood, 2007, 109(9):3658-3666.
DOI: 10.1182/blood-2006-06-025627.
Cornelissen JJ, Blaise D. Hematopoietic stem cell transplanta-
tion for patients with AML in first complete remission [J].
Blood, 2016, 127 (1):62- 70. DOI: 10.1182/blood- 2015- 07-
604546.
Ye H, Adane B, Khan N, et al. Leukemic Stem Cells Evade
Chemotherapy by Metabolic Adaptation to an Adipose Tissue
Niche[J]. Cell Stem Cell, 2016, 19 (1):23-37. DOI: 10.1016/j.
stem.2016.06.001.

(e H #1:2016-09-13)

(RS T





