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Sorafenib in the treatment of refractory FLT3-ITD positive

acute myeloid leukemia:a case report

Summary Clinical and laboratory characteristics of an acute myeloid leukemia patient with FLT3-ITD posi-

tive were reported. The application of sorafenib combined with chemotherapy made the patient get the opportunity

of bone marrow transplantation. No obvious adverse reactions occurred in the patient taking sorafenib process,and

it achieved clinical and molecular remission after bone marrow transplantation. It suggested that sorafenib was safe

and effective in the treatment of refractory FLT3-1TD positive acute myeloid leukemia.
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150 mg d1~DFHMAIT. 201141 A4 HEE
BEEARERER S R4 86 %, Stk IEW
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d, PR 30 d, AR B E AR B LB EHTE .
MEAE, A ERFEHRIRIBLRL ZRE. M KkE K
HEARBRRM. 6 H 13 BEEEHMARERIER
BLAANE 17 %, vk IRk B 40 e B 0 8 4 2% 7 B
B. 6 A2 BEEBHMARFERIEH N R
18% . MBS RE MBI REERER. 7
A 18 Biv AR HmEm T4 M#EE.9A 2 B
EEBHENRELRLAER Y, faAR%A 46,
XY, FLT3.ckit,NPM1 ¥ [#:, FRERIE
MFREBEAE 37dEKE. W, EHEEEH
4 f2E JFLT3/ITD BEE R IEH .

2 WiRRXEKES

FLT3 E & I 2Y 3244 B 22 BR 35 58 5 IR AR 7t 19

R RN , & A F YAk 13912, 2K 45 100 kb, 3

BEUMEF HEGFWEMTHBREL, &
AR BEX . BMAX=ZHMoAR. BIXHK S
MR ERE ARG R FLTS BRI S48, 5 IR
X & B e A 75 22 /E I ITD % F 4 T H R MR
JEIX , N X 2 A28 FF B S0 45 4 3 2 B R R B 1B
R R, M REFHA T, EEBALAT,.Z
B E R AR R X A I R A B R E T
BE, MM T —FEEEEAE. MYEERKE
AR B 45 M ST [ B R R AR B, T BOAL AR R 4K
M B R AL, WS T F B A H F RAS/RAF/
MEK/ERK.STAT5.PI3K/Akt, S 3 40 g 6 78 =
Bl W3 s [ By FLT3-ITD 5] #p il C/EBPa 1
Pu. 1 B3R5, BB VR 40 /1L .

LA FLT3 S8 g /N3 1% 2 B8 0 B 4 1 571
Ha 5 FLT BMERMMERES ATPE S mp
HHEEE, THESEIER, FMAMKH KK
WAk, HPRNERERARNEZHRERK Y
2730 b, BB KR E =% X FLT3-ITD W4 #
fER,IAFBEBERE LR ERLLE, EZH
MIBERRNERRAGRITEARIATEE
fEe, £ RA FLT3 A K AML /NRAEEE 1,
RhrdE BT BEAR B AR AT, K /D BRA 5 B
JEE T ke R s, Bizdk B8 57 FLT3-1TD fH
PR B B RERE 100% , 4 L X B BE 4 HE 40
4351 F B 50% .27 %0, T — Bl PR B 5% Xt R B
FERKITHE B R FLT3-ITD HMER B 1w &
FUHGFTUGHRE. 2009 £i0& K EHEEE
iRt R BLAE B IRIY AML #4577 2 F LB
T BRI, o 38 AR  ERURBEKIER
FATEZEMEH AML BES TRINFERBITRE,
BERATEEBENBRN . EHEEAYFEEN, &
BB E SR R B BE b B 4 HE 4 A& B B O
/B Metzelder 49V 338 11 4 FLT3-ITD fH ¥
ISR AML BEEEZRNIERKITE B 6
Bl aEaE 17 i T 40 e R4, [F) B FE RE A S 2k 22 IR
HAEMNER, ZETEKHKTELEM. Safaian
SO IE 1 HI FLT3-ITD 324 fH¥: AML B &
G2 RERBERAIT S HRARNIERIKITE
RS FAEYFEREER, FHLBRPRNIER
REA BB 2> FLT3-1TD FH 4 B & 51 & i #0 -5 38
RN R, RE FLT3-ITD HERER T 2
ZBEUEMRABENIS, FEBHEERR
RAFUBMBHENERR., AHRATH 146
FLT3-ITD fHE B E . FEXRERNEZ RIIER
BWIFINTFEE BEBHERARBMN51L.5%TF
FEZE17%,. (BT BEHRBAMNIS, BHE FLT3-
ITD REEH.BHEERER. ZBEERHARA
e, K LA B A B KA., [F B fE RiR R
H,8H 4 FEERMNIER 100 mg B, BE W24



0700

s PR ML ¥ 2 2 7

®2TH

BRiF . HAHBHERMNERE LA BRA, WFE
SRIEFEZ EHE. K. GMERE.BRTHE
%[12) .

BT AML REILGIY X B &EK, SFEEZ
V6 77 ZEAH B R 5 B3 A 25 S e 1 1R RIS FT e L 3R
i 245 40 Ffg B 35 B 4 T R 38 0, DA T B4k R M
%, KR E BRI, WRBIER RARITHITH
HAZEEERARER AR, MERNERSH
il AL IF 25 B A 4 P, T 3% 3 EE AT G DR 3K
5. Ravandi &% %} 51 %l & % (FLT3-ITD FH#
15 %], FLT3-WT 36 B 4 F P ¥EM H (1.5 g/m’*,
dl~4,60 U EEHE 3D . FHFEFAEBE Q2 mg/
m?,d1~3) &3k 8 (400 mg, bid,d1 ~7)EKEIE
7.5 H 38 PI(74. 590 BERB R L BME . Kb
¥& 14 4] (93.3%)FLT3-ITD FHM: i B & 1 24 4
(66.7%)FLT3-WT @B¥%,

5y R e, s8¢ FLT3 #1576 K Bz A 475
BT HEBBE: D% KEHH AML i FLT3 &4
RAHN, B ot ik A H A RAR ,FLT3 #1776 7 §ETH
KEWH FLT3 RAK AML B3R, E# A5
W FLT3 R AML BHRREFEMY ;O
FR RERE AN A BREFEZR AR
RARAIM FLTS HEHAAARWHERZ R Z X
HYREMAOFERRE, BMERT ATP & &M A
B /N F IR AT REXT IR IR X M BT A ITD RAEH
MR- AEEEERT A, BHLE %
B FLT3 /N3 5 300 i 500 % 16 4 B R AR
;@ BRTHFRIM FLTS M FRAE MR EIE
RREXT FLT3 B, EA AR F BER T H MR
RIS, O X E Y BN TR O
ELZERAT —HEREHM KR FLT3 #)
S 24, 25 Wy R A AN 4t B L 2R, S F ATP 4%
AMNAMAREAESESTWANS. Bikamn
R RBILE R FLT3 55 % B R XM
HHRIFIRWE KB, AR — B WRABR, AT A
WBITXER 2R K FLT3-1TD fH#: AML /&3 2 4t
— N B RRILIT TR
S5 Hk
(1] #RT. 88, BEE, S RUFEBESLTHBIT

FLT3-ITD FA 4 5 ¥ 4% 40 8 1 % — B 3R 45 B A%

XEE JT]. A M % 2% 5E ,2011,32(1) . 8—11.
[2] EZH,XEHE,B%,%. FLT3 £EFXKTERAE

BHREARSSAMBRAAMMKANERRIEKRE X

(1], sp4E 1 W% 24 75 , 2008, 29(11) : 741 — 745,

[3] EFL,AHER KHH E.FLTSEZRAANBRER
REGIMEAMAMNRRFRNEREXT] 4 mnR
2% ,2004,25(7) :393—396.

[4] KOTTARIDIS P D,GALE R E,FREW M E,et al.
The presence of a FLT3 internal tandem duplication in
patients with acute myeloid leukemia (AML) adds im-
portant 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, 2001,98:1752—1759.

[5] MESHINCHI S,WOODS W G,STIREWALT D L,et
al. Prevalence and prognostic significance of F1t3 inter-
nal tandem duplication in pediatric acute myeloid leu-
kemia[ J]. Blood,2001,97 ;89— 94.

[6] ZHANG W,KONOPLEVA M,SHI Y X,et al. Mu-
tant FLT3:a direct target of sorafenib in acute my-
elogenous leukemia[ J]. J Natl Cancer Inst,2008,100;
184—198.

[7] CHOUDHARY C,MULLER-TIDOW C,BERDEL W
E, et al. Signal transduction of oncogenic FIt3[J]. Int J
Hematol, 2005,82:93—99.

[8] PRATZK W,SATO T,MURPHY K M,et al. FLT3-
mutant allelic burden and clinical status are predictive
of response to FLT3 inhibitors in AML[J]. Blood,
2010,115,;1425—1432,

[9] SAFAIAN N N, CZIBERE A, BRUNS 1, et al. Sor-
afenib (Nexavar) induces molecular remission and re-
gression of extramedullary disease in a patient with
FLT3-ITD+ acute myeloid leukemia[ J]. Leuk Res,
2009,33:348—350.

[10] B%,5—3%.FLT3-ITD KM & HE kK& X [T].
H H R ERE 2 ,2011,25(3) :178— 180,184,

[11] 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,2009,113:6567— 6571,

[12] B, S5, R RuEewEaFARLR
[J7. % 5 # JB , 2007, 5(4) : 370—373, 345.

[13] RAVANDI F,CORTES JE,JONES D, et al. Phase I/
1T study of combination therapy with sorafenib,idaru-
bicin, and cytarabine in younger patients with acute
myeloid leukemia[ J]. J Clin Oncol, 2010, 28:1856 —
1862.

(A% B X3 :2013-10-15)



