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Decitabine combined with HAAG regimen is an effective salvage treatment for

advanced acute myeloid leukemia
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[ Abstract | Objective  To evaluate the clinical efficacy and safety of decitabine ( DAC) in
combination with HAAG regimen [ homoharringtonine ( HHT) , cytarabine ( Ara-C) , doxorubicin (Acla) and
recombinant human granulocyte colony stimulating factor (G-CSF) ] for advanced patients with acute myeloid
leukemia ( AML). Methods Thirty-six patients with advanced AML receiving DAC combined with HAAG
chemotherapy in our institute from December 2012 to August 2015 were enrolled in this study. Eighteen of
them were refractory or relapsed AML, and another 18 patients were those who didn’ t achieve complete

remission (CR) after a course of induction chemotherapy. The therapeutic responses, side effects and long-
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time survival were retrospectively analyzed. Results After a course of treatment, the rate of CR and partial
response ( PR) was 58.3% (21/36) and 22.2% (8/36 ) respectively, while the overall response rate (ORR)
was 80.6% (29/36) in the cohort. For the patients with refractory or relapse AML, CR was 61.0% (11/
18), PR was 22.2% (4/18), and ORR was 83.3% (15/18). While for the other not getting CR after a
course of induction chemotherapy, CR was 55.6% (10/18) , PR was 22.2% (4/18), and ORR was 77. 8%
(14/18). Grade 4 hematological toxicities were observed in all patients, and 72. 2% cases experienced
infection. And all side effects were mild and well-tolerated. In the end of median 7.5 (0.5 ~33.3) months’
follow-up, the 1-year overall survival (OS) rate was 43.3% , 24. 2% for the refractory or relapsed AML
patients, and 61.6% for those not achieving CR after a course of induction chemotherapy, with significant
differences (P =0.01). Conclusion DAC combined with HAAG regimen is safe and effective for advanced
AML patients with less side effects.
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W7 S A4 15 ) TA (AR 414 % IDA (Ara-C)
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1.2 BRF%

DAC +HAAG 1% B4 %6 DAC 20 mg/ (m” - d),
FbKIE T, 26 1 ~3 REsE 1 ~5 K, HHT 1 mg/d, ## ik
THE,HE 3 ~9 K% 3 ~16 K, Ara-C 10 mg/mz,
12 /NI LYK, B RIS, 553 ~9 KEiss 3 ~16 K, Acla
10 mg/d, # kT, 45 3 ~6 Kok 3 ~10 K, G-CSF
300 wg/d, B ES,HE 2 ~9 Rals 2 ~16 X, IFfid i
M G-CSF i, IT5 9 RE A& 7 W
HHEAT RS T d 24, 27 3k B 58 4 52 fi# ( complete
remission, CR) , W Z [F4bBYT o

&1 36 Bl AML BEMERHH

- . PEHI HRAR S 2 (1) PR 73 IR IG5
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JFREER i CR (PR NR, L CR + PR iy B
R (overall response rate, ORR) o AN B [ v PPl #2 B8
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BEPE VR AR B R SO SR, BE DT E 2015 4E 10 J]
1 B, ;4 1E (overall survival, OS) Bf[a] 7.5(0.5 ~
33.3) AN H AU BE V5 I o IR A5 45 45 2 22 % ( con-
tinuous complete remission, CCR) .\ & % FC1-, B 1/i J7

XFEHTERT T2 A AR, A B AR
Kilio CR:I/MEIEL(PLT) =100 x 10°/L, i 41
Miit% (ANC) =1.5 x 10° /L, B3 5 44 41 i <0. 05,
[FIA TC RS 1 10975 V= 10 5 PR i 20 i 31 807F & CR 43
T, B P G 40 B LI RAAIG 50% LA E 546 40 i be
1} 5% ~25% " . NR JyA3k%] CR il PR, OS i fi]
RIMRE I DAC 26 1 K 2 AR KMV ] o Johk A= 17
( disease-free survival ,DFS) i+ [] : 3575 CR &3, M CR
Z HEZ K CRORE FIET- AR A5 CCR HRE K
BB
1.7 %itsam

R SPSS 19. 0 Gl “# 4k k474811, SR Kap-
lan-Meier {1158 0S &, R HAE S H0RFRS 3 17K
WLEAF I R] (DFS BRI . DL P <0.05 A2ERA L%

PR
2 HR

2.1 W JEFRGRE

36 il E e —I T R ALY, RIS AL, 3 CR
R 58.3% (21/36) ,PR 24 22.2% (8/36) ,0RR Wy
80.6% (29/36) . 18 filMiiaE Kk ¥ CR =W 61%
(11/18) ,PR &} 22.2% (4/18) ,ORR } 83.3% (15/
18) . 18 5l —y7 FEbr HE 5 5 K 2% i B CR Fhy
55.6% (10/18), PR & Jy 22. 2% (4/18), ORR
77.8% (14/18) . W32,

ST ASFE I ZE X CR R 52, 45 M 5] (5,
) A PR S B (MO ~ M6 ), IR Y7 1T I G 40 1 7 43
H(<0.3, >0.3), 4l it 52 FE B B 40 41 ( R AT,
s RE), —7,t(8;21), FLT3-ITD, P {& 4> % N
0.681.0. 765 .0. 650 0. 005 .0. 359 . 1. 000 0. 062 FI
0.588, BRIGYTHI 4G A0 & 43 Lok, HoAth F 3R 22 3%
Togiit2=E Lo A CREE W G 40 e & 43 Lo h 4z
$0°40.24(0 ~0.0945) , 3l CR FR 35 0 D s 4 A 437 55
$0.4(0.17 ~0.92) , = FA G215 L (P =0.032) .

&2 DAC+HAAG ARATHREY AML BEM— TR 8MmEFRERL

‘ JrREbR B %) ] HAERRR

b " CR PR ORR 0S i a) () DFS Bf)( ) 1 4F 0S (% )
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MER IR 18 11(61.0) 4(22.2) 15(83.3) 6.5(0.5~19.5)" 6.5(1~19.5) 24.20°
—J7FE NR 18 10(55.6) 4(22.2) 14(77.8) 15.0(0.8 ~33.3) 15.5(0.8 ~27.3) 61.60
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AT 36 BB AN RN, MR 2= B 4 94,
3~ 5 QUG R AEFE R T2. 2% (26/36) , Ho v ifi 6 S Y
RHEFN 30.6% (11/36) IHALIE KRG L2 13.9%
(5/36) Wil iE & A= % 8.3% (3/36) , FAE A IR Kk
HF 5. 6% (2/36) , IR RIRYL R AR 2.8% (1/36)
RV ER ARG R 17.4% (7/36) o 3 ~4 A
BIRAER 2.8% (1/36) . JHHE Mk AR 36. 1%
(13/36) , Hid 1 ~2 7515 33.3% (12/36),3 ~
4 AN 2.8% (1/36) . I % RN 8.3% (3/
36) , Horp 2 4 2 Gt I, 2 B0 A A R e A i 11 0
LA, 145 B 4 i S B T AR 30 Rl 9 1 1
NIRRT/ I e S TR TN L L W -2 o BT TR

JE M2 R G R
2.3 AHMI
WUk BV 2 5, 2R E AL OS ey 7.5

(0.5 ~33.3) 1 H  MEia i & B AL OS if[a] 2 6.5
(0.5~19.5) 1 H, B T ZiBE ARG MEE
Hrf OS iFE] Ky 15.0(0.8 ~33.3) 4N H (P =0.01),
R 1 4R OS y(43.3 £8.4) % MEVR R K EH
1 4R OS % (24.2 £10.5) % ,—J7P R ZRIBA 1 4F
OSEH(61.1£11.5)% ,2 4£ 0S Fh 48.6% (P =
0.01), 4 CR M i) DFS i [a] Jy 11 (0. 8 ~
27.3) M H MR E KB 6.5(1 ~19.5) M, —Ir ik
KRB EH N 15.5(0.8 ~27.3)/H (P =0.085)
(£2),

36 I J P 24 015 S 52 v ik PR it 240 i
%48 (allogeneic hematopoietic stem cell transplantation,
allo-HSCT) , 12 | ££ 1% BB & 357 allo-HSCT, 24 i
F23Z allo-HSCT fB4 85 11 BIXEIR 5 & 13 il —5F
ARG M B, A0 OS B [E A 15(1.3 ~33.3) 4~ ),
WAL T RBAEEE (P =0.00), BIELEE L OS
A (T78.6 £8.5)% ,1 H 0S K (65.5+9.9)% ,K
B R 14, B4 OS R (25.0 =
12.5)% (P =0.00) (& 1) . MEGE K EEH 11 48
BIREHEZ allo-HSCT, 7 I RAT A, MR & 1 4F
OS EH(40.9 +15.6)% , 4 0S KR (71.6 +
14.0) % , REAELH BACHEYI 10 4~ H B4 0S8 3
(28.6 +17.1)% (P =0.03)(#3),

XTATREZ KM AE AR R S 0S MR, i 1T
BNREZ R, 70 B D 3R A3 58 R AL
[R5 A8 B 0 B IR B A 20 i 7 o3 L L 40
LA fE W A, e AR - 7.1(8;21) (FLT3-

ITD ], —yFFE R ik CR, J5 2R 72X (k22 b 7 5L
allo-HSCT) . BRIP4 R Bos, 5 8ir)r il
M FLT3-ITD AR R 227 A S8 FE 3, P E
4393 2 0.00 F1 0. 034, HoAth 73 B R P EI KT
0.05, XfHKZRE M P <0.05 (AR — D172
BRI 7 B 45 R W7, J5 22 allo-HSCT (RR = 14. 065,
95% CI:4.458 ~44.374 P =0.00) AfEA FLT3-ITD
(RR =6.475,95% CI:2.188 ~19.161,P =0.001 ) J&)
H 0S TG

— RTRRE
1.0+ - B
R
0.8
0.6
B
19 p]
© 0.4
0 -
0 10 20 30 40

HAFI ] (/)
1 BESKRBEREN OS KLILK
K3 BESABEBRETHASEESN(%)

& n SAE 08 R 1 4 08 %
LHREE 36
L2200 24 78.6 +8.5° 65.5+9.9
KRR 12 25.0+12.5 0
MER A R BH 18
[2itEa 11 71.6 +14.0° 40.9 +15.6
ERCAiN e 7 28.6+17.1 0

a:P<0.05, 5 R A4 & & 4R

3 g

UTAESR B 167 T BER T & i, AML (3% WU 9]
N AR 2 AT I TR I 75 5 AN 2B % 5 % 1)
B, MEVRR K208 T U A0 M AT 25 4 = Az i
250k, XS AML B FRR i A8, AR A, TS
%o HOARYFIEIN ) G4 - 5 5 R T6 88 ST 25 Y
AR TT T, AT RS mFlE Ara-C
(AT 75 %, s T 4R RS A, B I RR R T S LB RA
I, T 24 3026 300 F) IO I 45

P SR L PR 25 0 /N, AN RO 22
AT 52, W E AML B36 97 H i e — s 2t S0
L T 1995 4E4R Y, Yamada 251 )3 ] CAG J7 &R
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J7 & K AML, CR 1] ik 83% , [A] i) A R 2 i 55 7
CAG L2 1 I R B T 58, SCHik (4 -5 ]
fe i CAG J5 & H T METR & & 20 ik B 240 M (3 i g
(ALL) Fl 2 TR A 40 I 11 009 ( MPAL ) -t RS v 35 1)
R 48 CAG Jr % i Ara-c Acla J¢ G-CSF 41 i,
G-CSF R4 4695 03 N 7, T IL T i s AML %)
HEA a4 3R35 G-CSF 324k, N L AE T 5 %8+, G-CSF
I 5 H A AR 2, A R AT LA S Ak T M S 40 0 e 1k 0
(Go/ Gy 1) Ay v 240 it 128 A 38 300 (S 1), AT 48 v
FRI7 2540 Ara-C 25 20 J&) SIS 2 245 1 o P
20 4 A 5V, SR TP ROR Y . Ara-C ZAERTF
2R JEL S0 S S0 100 B A2 B 5 AR 28 90, 3 1ok BEL A
DNA {4 B FEAE T, R B A — 2 40 i #/E F L A G-
CSF A IMAMEH . Acla by IR 245 9, 40 it J] 1A 4y
Sk, 5 Ara-C A5 PR R 9K I 96 40 A A9 6 R )
G-CSF o, n 3 5 H & B b e A0 AR o Acla 7EEAIR
VR JRE BT 1 75 40 A 15 5 o A A R O EL T 4 Rr 40
JHL N A e T FBE T 2k A DNA XU e 25+ AT ] mRNA
A HEVER T X T 2 2 TR 2 40 B A K
TS FT A3 P42 9 DAC + HAAG 74, 15
TIPS T %€ HAAG i JE Al b A 2 W 34k 25 W b
Pifthie (DAC) . HHT RB{H FUAZ 20 i 22 AL MR R 23R
MR AR AR, TIE A A g, [F
A I A A L AR T R BELE T S 41, R ey
W5 Ara-C 85CR, Rl 2 2504 E— 250800 T i 25 1)
Ko DAC AI ] DNA L4 B iy, 306 % 2o 1 HR 3
fE1 DNA {1 7 DNA 3 5 B 38k 17 2% 0 19 56 I8
BTG RE  Dik  R /= o N i L e (1
(R 35 DR A E 11 25 TR AR A, T3k B3R 97
IR H G . DAC HoA BUEE AR F ML, 9590 5 nz B
RETHTE 1 3 H Sk 1180 0 38R 3 PR 38 3k - 0 4 £
T A9 3 A 0 R A R BESRE 4 IS . DAC 5
Ara-c A LR FEVMRIVE R , $2 0 Ara-c X6 1 1395 20 S 1Y
FAVER SR META 2 & AML 5 R,
24 DAC FITFiRI7 METR B & AML I YT %0 AS #
TS AEA HiE DAC IS HA L T 2508 MR &2
S AML BUSAFE AR % 3 HAS B Al T 52 o
T ORI TEAR Y DAC B4 HAAG J7 697 X
GHE % AML, —J7FE CR %4 61% ,0RR H 83.3% , I
FREAEMER I & AML IR Y7 (1 SCHRIRGE | R0 3ATT & B
DAC + HAAG 7 Z R THREMER B & B8 i —IT AR
W RBEFREMBEWGRRIT I 25, 2

36 Bl FH T, T B G AR 25 T 3 ~ 5 GG A A
A T2, 2% , B 1 iR ST SR O kI Il
Wy, Mo A e Jn il e 5 A 1 il 4k
I e B I AE T L A, R R A RSO AT
M52 o Al UL DAC + HAAG J5 SE7E A3 I 25 148 14 B ik
PR EE AR T RO, D HE I T AR A A A IS 2k
QNI T RTRE, (R 38 P T g S A i 52 PR AL 2 1Y
B I AR 9 OS WAL T R
BFEP=0.00) , BE— UL T B A AT LA 36w IR 5
KA F G AML B H UG o (H AT AR HExE
R K | AF 08 A e —Ir el T ARG B 18 1l
MEG R K A (P =0.01) , 3/ MEIG 5 & /8 K AR
138K

Al UL, MER A A AML JE n] 4 DAC + HAAG J7
G2 LASIFREARG IR 60 O 3145 PR R i, 2 )5 B I
T2 RS AE , BoAE T SRR MRD A4 I , s 39 L[]
BT IR KIAEAE ], S Je AL ENAEL
e PR BIREA T BE AL RS BB 58 R UESE DAC 45 HAAG
AT MER R K AML S8E 1T RO 2 41k
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