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[Abstract] Objective To analyze the clinical features of acute myeloid leukemia patients with
Fms-like tyrosine kinase 3 internal tandem duplication (FLT3-ITD) mutation and the therapeutic effect of
sorafenib in combination with chemotherapy as first-line therapy for these patients. Methods Clinical
features and therapeutic effect were retrospectively analyzed in 53 AML patients with FLT3-ITD mutation
diagnosed in Henan Cancer Hospital from January 2013 to August 2016. The biological characteristics and
clinical efficacy of chemotherapy in combination with or without Sorafeinb were analyzed. Results FLT3-
ITD mutation was identified in 53 AML patients, 22 cases (41.5% ) were M; subtype. The median of the
peripheral WBC was 61.00(0.98-920.00)x10°/L, and there were 50 (94.3%) patients with WBC>10x10°/L.
The median of blast cell in bone marrow was 0.730(0.234-0.966 ). The total remission rate of all these 53
patients was 56.6% (30/53). The complete remission (CR) rates in patients treated with chemotherapy in
combination with sorafenib and patients with chemotherapy alone were 86.4%(19/22) and 35.5%(11/31),
respectively. The 1-year overall survival rates of the two groups were 78.3%% and 50.0% (P=0.041), and
1-year progression free survival rates were 75.9% and 42.4% (P=0.044), respectively. Conclusion AML
patients with FLT3-1TD mutation have the characteristics of high peripheral WBC, high blast cells in bone
marrow and accompanying with Ms subtype. Sorafeinb combined with chemotherapy can significantly
improve CR rate and short term survival.

[Key words] FLT3-ITD mutation; Sorafenib; Leukemia, myeloid, acute

Fund program: National Natural Science Foundation of China (81170520)

DOI:10.3760/cma.j.issn.0253-2727.2017.05.012
VER B0 1450008 S H A2 B Jas Mobvied 12 e T e 4 Moo 2 o . YR
WEEH  BUBZR , Email : weixudong63@126.com



416+ e R F 2 201745 A5 38 455 Chin J Hematol, May 2017, Vol. 38, No. 5

ZPEBE R I (AML) J&—2H BoA S5 i PE
SRR , 20%~30% 119 8 A7-E Fms A 1% 2RV
fiti 3 PNEB R E 48 (FLT3-1TD ) 2875 , M 2K i FH 11 1%
I RIS I 20 MR s I A 1
IF B G G 5 5 2k, a2, Ebr
4% FLT3-1TD Z8ARVE Rl 7 AN R 15 F8 45 , i 58
MM BE A ATE S EH. RAER
(sorafenib ) f& — 8T 2% 19 7N 3 1% 22 I 154 Tt 410 )
F, 3 5 5 FLT3 354+ ATP 2540 5 T 40 s 7%
PE, T I MAPK {5 538 %, 2 — 2542 3 11 10099 20 i
AT, HarE W AN 2 & bR e xR 2
% FLT3-1TD %745 FH%: AML B3R5 7, i H—234
Y7 HIiA FLT3-1TD 2848 FH 4 AML (1% BRBIF 5% 55 I
FAT T S B T FRBE 2013 41 H 2= 20164E 8 H
W12 1) 53 19l £ FLT3-1TD 25 (9176 AML & 1)
Il RAFAE , JFXF H R P AR BB A b7 5 B ali AT /Y

MEE5HE

1 WFFE X4 F e 2013 4F 1 H £ 2016 4F- 8 H i
2R FLT3-1TD 42 19 013A 3E Ms 8 AML i 3 4t
63 il , PRI S8 LA SR YT SARYT IS WAL Y R
e 53451, [ A3 AT 3% 53 191 5 25 2 s ife R R 52
B ARE  RIEIRYT IR WAL, R PR
AP 2 22 1], PR atifbyr 4l 31 4, PIAL HRE Ife IR
FRIE LR 1, 22 52 TG0 T2 3 S0, R BAIG AEAR A X
S, HLA AT ot

23897 T RPAEJE W 2557 5l 400 mg,
2 W, FH 24 30 (R MR 40 R8RS T 2155 190, 74
A AIT T R R B2 (e
R ORI EFEAROER TR ) BAM
BEHLET (DA/MA/AITA) H LT ZE Al A =R
BRI TS S R RYT S i al e R IR B R
FH 2 /N3] BB AR (10 mg/m?®) B T80T %8 (CHG/
CAG/CHAG) . G inYT KRG , 1 55 %=
oMLY T R KIES . SRR AT 4
FHATT B A 1 1T RS AE (allo-HSCT) .

3. Fiti i e AR AF AT < G 2R FH e T i 15 R £ 1)
W, B R R 2 2016 4E 8 H 10 H .
SAAE(OS) B[R] 2 W 2 H ke 28 AT ] Ji PR 3 38
FIBET i B T2 o5 B (B BN ] o JEkJR A= 47 (PFS)
B S A2 BT 2 H ke 28 i vk Ok SR e | R AT
Took B2 s B B BT R X 2R Ui R, AR AER)

R AR RAFELH1(%) ]
RiAREBeA T4l Haiflyra

iR (220 gy AP
PRI 0.668 0.414
% 11(50.0) 19(61.3)
oL 11(50.0) 12(38.7)
(%) 0.000 0.990
<60 17(77.3) 24(77.4)
> 60 5(22.7) 7(22.6)
WBC>10x10"/L 20(90.9) 30(96.8)  0.829 0.563
PLT<100x10°/L 13(59.1) 27(87.1)  5.452 0.026
NPMI FE A 1.205 0.272
FH 8(36.4) 7(22.6)
BT 14(63.6) 24(77.4)
%) 0.062 1.000
IEH A 19(86.4) 26(83.9)
A 3(13.6) 5(16.1)
iz 2.946 0.086
FRifEFRI 13(59.1) 25(80.6)
/Nl 9(40.9) 6(19.4)

T BRI AR AR R I B 250 (CGRLTE R ORI
PRt 25T R LU R R SR L2 ) B A BRI+ 7 28 B HAA 7 % (55
SAEZEEE BRI BT L) NRIR AR R CAG (BT
H BT A . G-CSF) .CHAG(CAG+E = 44208 ) .CHG (ST H# iy
i = RAZIRIE .G-CSF) %

[ 48 A BT I [R]

4. Gt aE b R SPSS 21.0 FR A4 % K His i
178 o A1) 3 2R A8 1 1Y LUK e R e, R
Kaplan-Meier 4= f7 4 ATk i+ 8 8 AR A7 5 L [a) R
TE3R 1 L3R FH Log-rank K2 56, P<0.05 H 22 554 48
ED- 38

# R

1. I RASAF « 53 1) FLT3-1TD 2875 FHPE R 1A 3k
M) AML 3 45AE UL 3 2, 4% I FAB 4330, A4 rh
M W RS T 5 e i, 4 41.5%(22/53) 5 91 A st 4b
JA i Hr A7 WBC 61.00 (0.98~920.00) x 10°/L, J:
WBC > 10x10°/L % 50 1] (94.3% ) ; W (57 B B B B 41
Ji A5 4 0.730(0.234~0.966 ) 5 A7 AT 43T s ({4 4%
RUGEELIG 47 (1] f 38 v AR TE R 32 8], A TR SR 10
i, 5 B W24

2IRITAMR BB EHERFEFEMEN
56.6%. RPrAEJCER ALY IE IR YT L 22 1], i
N 86.4%(19/22) , 845 I R — MG Ol IR TT M
A L 35 B alifbyy 36 31 1), 28 M R Ry 35.5% (11/
31). MHZRAR2ERAFITE L (P<0.001),



rAB I 225 2017 45 5 45 38 445 5 Chin J Hematol, May 2017, Vol. 38, No. 5 417

T2 536 FLT3-1TD 2845 P 2P 2 00 2 5 18—t

T
Il RAFAE ZH
BEL () 30/23
B2, MGER) | 45(7~76)

61.00(0.98~920.00)
0.730(0.234~0.966)

W2 WBC[ x10°/L, ML) ]
W12 BEb A A0 el [ MGRE D |
FAB 73 #1[ 41(%) ]
M, 8(15.1)
M., 19(35.8)
M, 3(5.7)
M; 22(41.5)
M, 1(1.9)
AR B g AE ()
FLT3-TKD 1
NPM1 15
DNMT3A
WTI
AMLI-ETO
CEBPA
EVIL
MLL-PTD
DEK-CAN
I 3 I T AR RS AT IR Y 7 (f51))
Al AR A
TR
SRS

—_ = 9 0 = = = = W N W

Fh AR R BA ST 45 SR IT A G IE TR 4.5%
(1/22) , B alifbyy 245 FIHIT A CIET-F R 16.1%
(5/31) , Figl =R TG t27 = X (P=0.190) , FET )5
PR SRy JR e | PR e oy 0 I 78 Bl D2 0, 53 41
BE P AIFE D] 9.5(1~54) 4 H o iR R B A
1b97 4 5 s alifby7 41 1 4F OS 2R 43 51 A 78.3% Al
50.0% (P=0.041), P 41 1 4F- PFS %433l 1 75.9% Al
42.4% (P=0.044) (Bl 1), 3@l &, ZftIs1T
allo-HSCT # 9§ , K hi AR JE Bk &1k yr 4l 4 ], H4li
FRI7 25 6], o A= A7 s TE] 18 (8~25) 1N H o # = bl
VIS, 3 BIRE AT R B AL TR AR b fe 20, 1 1158
TERWE K.

3. RAEECIATT AN RN - KPR e Bk A 1L
JPIE IR A R, 22 R M T~ IV i
RE 0], WBC fe {8 67 204 0.93 (0.05~1.85) %
10°7/L , A 28 i 5 = FF 22 v 57 BF[R] 16 (12~35)d, HGB
AR T 80h 69 (51~75) g/L, PLT S AR H {3 %k
F17(6~33)x10°/Lo ARMLIEZAA B F 2 AL

M (1151 ) (B2 (3 4511 ) TS (2 31 ) T v
241 BRLLZEThe (2 61 (B2 (2 6i)) (1)) |
TR T B2 IR SR (1)) 25, R UL At 7 H AN R
7o bR LR AN RSO 28 X0 i A BT 5145 2%
Pl , I Al 52 = hi AR e AREEIR YT

A

100

; BRAERIEA LAl (220))

80t
Q [ .
s 60 F "L;.L_
el b N

my
3 LRI (314])
= 20

0

6 12 18 24 30
AT ()

B 100 ;
_ 'l RHARRBALIT4L (226))
< 80 I-L“"I
60 | “1
o N
@ 40} < P
#H paifbrra (3141)
= 20

0 . . . . :

6 12 18 24 30

A E (A )
B LR AT (A) SOTCHE AT (B) I

W B

FLT3 3K 5 c-kit . c-fms [7] & T 76 1% 42 /% 154 it
Z A, BT T /AHAIM . FLT3 287454 AML &
F o R A R R 20%~30% , FLT3 58 A8 ), S5 Y
FLT3 {84 il 38005 4255 STATS Fil MAP 384 i 34 72 78 14
B R (s SR AR IR 7 AML 40 38 58 4 A6 O 5 5%
PR A &Y, ZTF5T B FLT3-1TD
GRAR FE ELAT R PG A B I 1 A8 T4 L D
G AR LU 5] i 5 G2 AR AR AR AR IR AR AR, 5
AP ER LS

FAiARJEAE N FLT3 1 550 A SR g 136 97
B RS AMLIAYF AR . SCIE SR Pk e vl
4] FLT3-ITD 2875 1) AML 4 il tf ERK 38005 | 18
B JE U s A A 0 T, mT B E T FLT3
ZEAF PR ER 1 MAPK 3 [ 119 Raf-1, & #4571 I8 54
NP RBEAR G RITE R Kk MER AML RS T R
TN B ST R, ISR R GRIsERE T 5% JIT %) 38 B XETE
52k AML B H AT IT 5T, L4 51 Bl 25 ) 7)o 1
T, 22 B0 3 A0 T I B v i 4 HE 20 AR 5k B 5 o



-418- HAE R 285 2017 4E 5 A 4538 4455 Chin J Hematol, May 2017, Vol. 38, No. 5
#3220 RPARCBE ALY I YT FLT-ITD BHPE S EE 2 H s B I R O a7 % IH
B R (ﬁﬁ g RN Ffh sz IRIT KA
13 57 M, 47,XY,+8[9]/46, MLL-PTD.  B¢&TA 7 EALS7i5F] CR, IDAra-C .CAG J5 R I 2 AN 7L 8] 24 1l
XY,[1] EVII-ABL  4¥85/97, HEAAE 12 H A
2 62 M, IEHREAR NPM1 It & CHAG J %35 CR, IDAra-C,CAG . IDAra-C JLIE 3 A7 L 7] 24
HPEBEARELARYY , HHIAEAF 20 H A%
35 70 M, IEFER NPMI A CAG I A7 IR i CR, G IR MU H B SR T, RPCAE R SR 25 i
HIT, HHTAEAF 15 AR
4 A 45 M, IR NPMI B CHAG J7 %8 2 M7 ik CR, IR N ALSR M AT 4 AR i T allo-HSCT,
I NHIRE R AT E L2 WRIEE R 24~ H 15 CR, HHiZEAFE23
A4
5 & 62 M,  IERER NPMI BEA HAA 7 NR, I H BRFEAR T R BEE i 2y 1 IRERS , B4
17184 A4
6 & 59 M IEHER NPMI 54 HAA J7 %835 CR, CAG . IDAra-C . CAG .HA | AA J5 ZILIE 547
LA THER (L2 WA RRAYT B4 24 4
7 & 66 M IEFER ¥ %A CHAG J7 %35 CR,IA . CHG J ZIULIE 2 M7 RE IR B 4 B ATk
L2 R MEAYT K CRp, 6 1 A JE AL w1 1k
8 & 47 Ms  IEEEZAR NPM1 BA TA FENR, B 5
9 % 41 Ms IEHEEH NPMI B4 TA 7 %635 CR,MEA .FLAG .CLAG J7 £ L& 3 4~97 &2, 17 1R i
allo-HSCT, 124 H G SETHE® Sy , A=A Asf ] 184~ H
o % 33 M. 47,XY,+8[10] FLT3-TKD  HAA JF % NR, K4 FLAG J5 % J5 CR, CHAG .CAG.CHAG J5 2 I [
3R, LA HJE B SETF Wit o, A=A e 1] 114~ H
n % 3 M. IEHEH DEK-CAN  I4 CAG /7 %15 CR, IDAra-C JL[H 1 N7 HE, 47 allo-HSCT, H Fi 477
164~ H 4
12 B 46 M:  47XY+11,del(20) o A DA T NR AE TG, A AERT ) 1.5 H
(q12)[6]/46,XY,[ 4]
13 % 30 M, IEFER o A TA 77 %435 CR, IDAra-C . AA IDAra-C JLIH 37 Fe, H A 7E 8
ES
14 5 58 M,  IEFER ¥ B4 HAA J5 %35 CR, IDAra-C  IDAra-C JLIH 2 7P #E, F54E CR 74
ES
15 & 27 M, IEFEM ¥ TAJ7ZENR, B4 TA J7 38 1 CAG 3k CR, 17 allo-HSCT, #4%: CR 224
ES
16 5B 13 M. IEHEH & HRA TAJT 463K CR, B 1R IEBEA T allo-HSCT, HRTAELE 10 4%
17 B 49 M, IEFER ¥ 45 DA 72835 CR, IDAra-C \ AA J7 R ILIE 27 Fe , B/ CR S A4
18 B 76 M IEFER NPM1 B A CHAG 77 %3k CR, CHAG . TA .CHAG 77 Z LI 3 M7 e, &
PF L2 PRI EE R AEREIRYT 8 CRIB 274 T 4
19 & e M; IEEER ¥ B4 CHAG J5 35 CR, IDAra-C .CAG  IDAra-C , AA J7 RILIE 4 47
B IRG TR L2 DRI R AERHATT 78 CRIX 2T H
20 & 42 Ms  IEEEZR J B4 CHAG Jr %35 CR, JE RIS SE 12 gk A 7 e KA TULIEGR T, Bk
G TR IL-2 DRI EERYERHAYT , 7722 CR 184>
21 & 48 M, IEFER ¥ 1B CHAG J7 %35 CR, ULIE 1 A7 FE 5
2 & 52 M IEE%M J A TA )5 %55 CR, IDAra-C \(CAG J5 I 2 M7 HER , Bk i

1 : CR: B2 G ; CRp AN/ MR IS CRERHE , NR: ARG 1A : o H S R LU E R ABTBE 1T ; IDAra-C: 57 s BB 11 ; CAG : B 5 LU A+
R II £ +G-CSF ; CHAG : {5 = JAZBE i+ P 22 LY S+ BT 1+ G-CSF s HAA : 25 =22 e -+ BB I 15+ 22 LU CHG : 125 = 22 g -+
I +G-CSF; AA : B 22 LE R+ BT s MEA < KAE B FEIA -+ BT s FLAG « SR P+ B B i +G-CSF ; CLAG : S i i+ Bl Al if
T +G-CSF; TA : MEZE Lb AL+ BTBEATY s DA« R 2 +BIHE AT s allo-HSCT : 5 5L 4 3 if T 40 i B A



rAB I 225 2017 45 5 45 38 445 5 Chin J Hematol, May 2017, Vol. 38, No. 5 -419-

B FERTIR AML R ST b 78 [ Rollig 55
XF H DA 7 ZBCA 5 AN R AR R X RTIE AML
FOTT R, 245 S5 % B0 3 4F: EFS #4556 20 %50 e 40 1)t
P (40%%F 22% , P=0.013) . %f %t FLT3-1TD PH{E
AML B HE MR AL R R EHE,
Metzelder 25 "' i FH R i AE R I6 97 6 B &2 &  XETR
FLT3-1TD R4 BH M AML f &, 3 2 . [E AR
KW AR R T B 7 s e X TG B
FLT3-1TD 2845 FHPE £ %, 98 [ 2 f A hE o0 )
Ravandi %5 R R PR R B S TA T RIBFI6T 65
%LU 1B FLT3 2848 FHM: S5 BRI CR %22
S G L (P=0.033) , M4 10 4152 %, 5
1 4k +F CRARZ, H 7 £ 77 1 62 (10~76) J&l o T
Serve % WIS, RITAERBES DA T E BT
S AR, DA Z IR I 5 X 2 Ry i 2 P A 22 1)
LR . LRSS R R R AR R A YT
fifi FLT3-1TD 2878 (% i CR R A5 LU 7 , Hh 2 A 4F
BEIE R (A AEE B R B4 A A DA T
IR I, TR D IR AE R
Z K CHAG .CAG ,CHG %5/l Abyr 7 48, Al
It R B B g7 s s ABIFoe Hh R P Je Bk
A LYY 2 CR ik 86.4% , Bixd M2 I B4R 7 , 1 4F
OS F1 PFS & B i 2k 38 (PE 53011 4 0.041.,0.044) , 1
WIS A PG R gk e gz . R RPAEE
RERE A U =15 IR IT SR SN A A3 K
WIS B 25 M AN R R PR R T &G
S allo-HSCT LA B2 £ 35 ARAS B AP K 1 A A7
(AT BT , ST 48 Hh M e By Ee R il B8 =i 2 iR
F24E OS K[ (75.0£10.8)% 17, HiZZ B E
ML & I R PR S 1897, 3R AT LUk S
A NIRRT . RN, xRk
JEBCA VR e IL-2, TR R AR RR 7 i T T8
R, 5 BIBE R NZ T RUEFRATT UG BT,
BERKMUIIARE &, Ho 1015FS2 M5 H
SERIRTT TCIR T 52 % AT 1 R N FNZ T 5%
fRFFEE 18 H o FRATTH T = Fh 25 AE Sl s
T G2 A0 A 4 0 Dy T LA D R T, ELVD R
g RN Bt 28 ] 0 F s 20 i A i S R T
00550 Py A A S S IR R L FRATT A il
00 BN KA T RN R N A R
N, B REAS I, FRATTHE DT F A I B e mk
UNDEE =) e I N SRS VNS 2 il

H Al SCHR AR R AR R A B BT
LSTR85 A VN2 RN 5 )

5, G & WMF LIRS P25, A P nar
£ BT K BRI R . AR
S IR AR BN RSO, R ™ FE R R R0
WL TR 48 55, LY mT AE X e b P ) 47
It 37 o

25 I frif , FLT3-1TD 2842 [H % AML H A3 ¥ &
I v P 200 610 D A 81 15 5 ML Y
o P B AR . R PR B A LT N BE B
PSR BFE R MR N R O A i3z, %
FLT3-ITD %78 BV ) AML #7364 H8 2 3 A] GERX
RhidRJe . Gt e AT allo-HSCT B A5 V0 ) B iz |
IL-2 TIRRGEFRHATHBIRARER

2 % X ok

[1] Schnittger S, Schoch C, Dugas M, et al. Analysis of FLT3 length
mutations in 1003 patients with acute myeloid leukemia: correla-
tion to cytogenetics, FAB subtype, and prognosis in the
AMLCG study and usefulness as a marker for the detection of
minimal residual disease[J ]. Blood, 2002, 100(1):59-66.

[2] Kiyoi H, Yanada M, Ozekia K. Clinical significance of FLT3 in
leukemia[J]. Int J Hematol, 2005, 82(2):85-92. DOI: 10.1532/
1JH97.05066.

[3] Ez5t, XOME, FeRE, 55 FLT3 HPI R IR KT K g8 i Ik

525370 b5 VPR 2R 1 I 1) G 2R B PR SCLT . A ol i
4 i, 2008, 29 (11):741-745. DOI: 10.3321/j.issn:0253-2727.
2008.11.006.

(4] TATZr, A, sk, 5 FLT3 RN P R R R4S
LM 1 06 R B PRI SCLT ). AR I 2 4%, 2004, 25
(7):393-396. DOI: 10.3760/j:issn:0253-2727.2004.07.003.

[5] Auclair D, Miller D, Yatsula V, et al. Antitumor activity of
sorafenib in FLT3-driven leukemic cells[ J]. Leukemia, 2007, 21
(3):439-445. DOI: 10.1038/sj.1eu.2404508.

[6] Borthakur G, Kantarjian H, Ravandi F, et al. Phase I study of
sorafenib in patients with refractory or relapsed acute leukemias
[J]. Haematologica, 2011, 96 (1):62-68. DOI:10.3324/haematol.
2010.030452.

(7] 5REE, BN, 30T, & RPEECAE BRI IT AR &
PEFLT3 575 FH P S8 2 1 s rh i PR, A5 [T ).
1ML 3% 2 2 3, 2016, 37 (4):292-296. DOI: 10.3760/cma.j.issn.
0253-2727.2016.04.009.

[8] Sallmyr A, Fan J, Datta K, et al. Internal tandem duplication of
FLT3 (FLT3/ITD) induces increased ROS production, DNA
damage, and misrepair: implications for poor prognosis in AML
[J]. Blood, 2008, 111(6):3173-3182. DOI: 10.1182/blood-2007-
05-092510.

[9] Auclair D, Miller D, Yatsula V, et al. Antitumor activity of
sorafenib in FLT3-driven leukemic cells[J]. Leukemia, 2007, 21
(3):439-445. DOI: 10.1038/sj.1eu.2404508.

[10] Crump M, Hedley D, Kamel-Reid S, et al. A randomized phase I



[an)

—

[

AR 225 2017 465 4538 445 5 Chin J Hematol, May 2017, Vol. 38, No. 5

clinical and biologic study of two schedules of sorafenib in
patients with myelodysplastic syndrome or acute myeloid
leukemia: a NCIC (National Cancer Institute of Canada)
Clinical Trials Group Study[J]. Leuk Lymphoma, 2010, 51(2):
252-260. DOI: 10.3109/10428190903585286.

Rollig C, Serve H, Hiittmann A, et al. Addition of sorafenib ver-
sus placebo to standard therapy in patients aged 60 years or
younger with newly diagnosed acute myeloid leukaemia
(SORAML): a multicentre, phase 2, randomised controlled trial
[J]. Lancet Oncol, 2015, 16 (16):1691-1699. DOI: 10.1016/
S1470-2045(15)00362-9.

Metzelder S, Wang Y, Wollmer E, et al. Compassionate use of
sorafenib in FLT3- ITD- positive acute myeloid leukemia:
sustained regression before and after allogeneic stem cell
transplantation [J]. Blood, 2009, 113 (26):6567- 6571. DOI:
10.1182/blood-2009-03-208298.

Zhang W, Konopleva M, Shi YX, et al. Mutant FLT3: a direct
target of sorafenib in acute myelogenous leukemia [J]. J Natl
Cancer Inst, 2008, 100(3):184-198. DOI: 10.1093/jnci/djm328.
Ravandi F, Cortes JE, Jones D, et al. Phase I/II study of combina-

tion therapy with sorafenib, idarubicin, and cytarabine in young-

28(11):1856-1862. DOI: 10.1200/JC0O.2009.25.4888.

Serve H, Krug U, Wagner R, et al. Sorafenib in combination
with intensive chemotherapy in elderly patients with acute
myeloid leukemia: results from a randomized, placebo-
controlled trial [J]. J Clin Oncol, 2013, 31 (25):3110- 3118.
DOI: 10.1200/JC0.2012.46.4990.

[16] 3L, BIBAR, 5KIEH, 45 RACIERIE CHAG J5 i 9097

10 f6i] FLT3-1TD 542 B4 2 PEBE 2 11 1 58 2y 7 0mg¢ [T].
B I 2 2R A, 2016, 37 (5):419-421. DOT: 10.3760/cma.j.
issn.0253-2727.2016.05.013.
Tarlock K, Chang B, Cooper T, et al. Sorafenib treatment follow-
ing hematopoietic stem cell transplant in pediatric FLT3/ITD
acute myeloid leukemialJ]. Pediatr Blood Cancer, 2015, 62(6):
1048-1054. DOI: 10.1002/pbc.25437.
Antar A, Kharfan- Dabaja MA, Mahfouz R, et al. Sorafenib
Maintenance Appears Safe and Improves Clinical Outcomes in
FLT3-ITD Acute Myeloid Leukemia After Allogeneic Hemato-
poietic Cell Transplantation [J]. Clin Lymphoma Myeloma
Leuk, 2015, 15(5):298-302. DOIL: 10.1016/j.clm1.2014.12.005.
(ki H 19:2016-10-17)
(ARGl - £MH5)

er patients with acute myeloid leukemia[J]. J Clin Oncol, 2010,

i - VR - G -
AFINESEARABN—BER

27 4 T 7 Aol P 4 L R 2 BOR A4 1) B E 2R D2 A AT B A4 0] o 1 R G B S B9 R 44 3R], Tk o R 2 F2 )
(MESH))) (B2 R R e ) b B2 24 R 3 ) b ) 2 A0R] o 0 3504 38 FH R4 1 44 T R 1, 78 SO 35— H BRI
Rz MR o PP 244 LT R (o A N B ) 24 L) R v [l 24 el P 44 ) (227 ol v [ 2 3% BR e 2 55 ) D ifE . S5
AR AT PR M 2540 o (AR LB SO 2548 — AN BRI RY 24, B e 00 P s 24 I oz S 1 W HG T 44 o T RASR
[ N4 BIRTE 44 B ZR GRS, A4 T U RIS (B S AN Q7 (B2 4 BRAL, Bl Ans AP i) s ol LUHARSC,H
NAJRAINs”

SCHR AR D AN T . E A T N BRI T AT LUAS IR BRI, 49140 : DNA \RNA \HBsAg .CT .MRI &%, Ak
FHE 18 R TV NG T LR )i A SO Z2 U B, o v SCRT T30 35— U B 55 e ZE R 5 S
AR 5 4 A SCAT T SO A — U BN 55 HH R SR AR TEBIAE 5 NS I A SO R B AR T . AR 4 DU I A AN ED
T FHARME T , LA SRR SO Al et o

AT





