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Clinical efficacy of decitabine combined with half of one course of CAG regimen for myelodysplastic syndromes with
excess blasts and acute myeloid leukemia GONG Hui, CHEN Jiao, DU Fang, KANG Chun-xiang'*. Shenzhen Luohu Dis-
trict Peoples Hospital, Shenzhen 518001 , China

Abstract Objective: To evaluate the clinical efficacy and safety of decitabine in combination with half of one course of
CAG regime (G-CSF, cytarabine and aclarubicin; D-CAG regimen) or standard CAG regimen in the treatment of myelodys-
plastic syndromes with excess blasts (MDS-EB) and acute myeloid leukemia (AML). Methods: Totally 21 patients with MDS/
AML were included in the retrospective study. Nine cases were initially treated with cytarabine (10 mg/m’, qI2h for 14
days ), aclarubicin (20 mg/day for 4 days) and G-CSF (300wg/day) (CAG regimen). The rest 12 cases were initially treated
with decitine (20 mg/m’ for 5 days) and lower-dose CAG regimen ( cytarabine: 10 mg/m’ ql2h for 7 days, aclarubicin; 10
mg/day for 4 days, and G-CSF: 300ug/day) (D-CAG regimen). After two cycles of induction chemotherapy, the patients who
obtained complete remission (CR) received consolidation chemotherapy or hematopoietic stem cell transplantation ( HSCT).
Complete remission (CR) rate, overall response rate (ORR) and overall survival (OS) were observed in the two groups.
Meanwhile, the factors relevant to decitabine efficacy and the prognosis were analyzed. Results; ORR in the two groups was
83.3% and 66.7% respectively with no statistically significant differences (P >0.05). At the last follow-up in Dec. 31,
2018, 13 patients still survived, 6 died, and 2 lost follow-up. The 2-year survival rate in the two groups was 66.7% and 55.
6% respectively with no statistically significant differences (P >0.05). There were no statistically significant differences (P >
0.05) in the two groups in terms of infection rate, bleeding rate, duration of neutrophenia, mean MAP transfusion and mean
platelet transfusion. All 21 patients safely passed through bone marrow suppression by anti-infective and supportive treatment
without treatment-related deaths. Conclusions: Treating MDS/AML with D-CAG regimen produced high efficacy. ORR of the
D-CAG regimen was relatively higher, and was a promising choice.
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BRI AR S 2GR AR UG A1 i1 22 (myelo-
dysplastic syndromes with excess blasts, MDS-EB ) FI
2 MERE 2 A ML (acute myeloid leukemia, AML) f 25
RIfEEm fa R &R, TS AR 302 . 2016 4 WHO 43
ZBET MDS 380, 41 i TR TS A D
i R AT 5 38791 52 25 Bk A 24 W) 3 75 At 35 ( decit-
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9 il s th AL AR 1% 48 (16 ~78) % ; MDS10 1], Horp fiih
PEFE I A 546 40 MU 3% 22 (excess blasts ,EB)- 14 4],
EB-116 fi],AML11 4] ( MDS %44k, AML 5 4], 5 /& Ak
1T AML 6 ) o JERZEAE 17 4], Y o AR 8 S5 i
12 4], 21 {51 MDS/AML &5 G RTERE LR 1,

&7 21 Bl AE R RS, IR T
22430 2 4, D-CAG J7 %4 : DAC 20mg/m*, dl ~5,
#iIKR 112, Acla 10mg, d3 ~ 6, & Ik i 1, Ara-C
10 mg/m*,q12h,d3 ~9, Jz F{F 45+, G-CSF 300pe/d,
KT ES,28 d B 1 ANyFfE, CAG JTE4H: Acla
20mg/d, ki, % H 4d; Ara-C 10mg/m”, q12h,
KRS, % H 14d; G-CSF 300pg/d, 2 N T, i%
H14d,28 d B 1 A~y7FE, G-CSF 7255 1 R I 4
Ara-C [if12 h#5 7, 2 iJ5 —IKES Ara-C ZHj 12 h
{2, # WBC >20 x 10°/L {5 G-CSF . 10 {5 2%
IEIT G HE— 20473 40 R AT, Horb [ i A
A 5 ], oA H A A R AE 3 4], SR AR IR R AE 2
il

RGN TR S JRE bR TR H
AML J7 %k 2 MDS B IWG J7Rchrife™' o 7645

%1 21 6] £ MDS/AML Il )& % 4+

BlE PR FB 23 IPSS-R ABERELERBALTHE R 77 B 18]
(%) ()
1 b 63  MDS-EBI¥ £ TET2 E% D-CAG 48
2 7 78  MDS-EBII& /& ASXLI ,EZH2 , TP53 46xy, +8 D-CAG 36
3 B 76  MDS-EBII# /& DNMT3A E# CAG 43
4 4 37 MDS-AML % %, HOX, U2AF1 JE# D-CAG 14
5 B 46  MDS-AML 3 4 EZH2 ,ETV £ Ze A D-CAG 24
6 ¥ 72 AML-M5b . F A FLT-3,TP53 A 4 D-CAG 8
7 % 20 AML-M5b &/ FLT-3,TP53 iE% CAG 11
8 % 52 AML-M5b &4 AEF 46 xx del(20) (ql1) CAG 4
9 B 42 MDS-AML ¥ 4, EHE iE% D-CAG 18
10 B 48  MDS-AML ¥ %, hs 46xy,del(2), (p13)CAG 32
11 B 44 MDS-EBII¥ % ASXL1,RUNX1 E# D-CAG 14
12 * 16 AML-M5b #£. & & WT1,MLL FTHH A CAG 24
13 4 54 AML-M5b ¥ 4 KMT2D,SF3Bl % CAGT7 SETD 2
14 B 52 AML-M2b & 4% AML-ETO,MLL ETHE LA CAG 7
15 B 46  MDS-EB ¥ %, EZH2 ,U2AF1 E# D-CAG 9
16 B 59  MDS-EBI# & £ ASXL1,RUNXI,TP53 24 D-CAG5 SRSF2,STAG 2
17 4 51 MDS-EBII 4 ETV6,RUNXI E# D-CAG 24
18 B 63  MDS-EBI¥ & DNMT3A,TP53 , KMT2D -7 7q-CAG 36
19 4 56 MDS-AML &/ BCOR,SMC3,TP53 & ez D-CAG 3
20 7 49  MDS-EBIIE 4 EE A LA CAG 18
21 4 73 MDS-EBI3 A DNMT3A, TET2 , RUNX1 4 ZeAn A D-CAG 5WT1 ,ASXL1,TP 53

Z: IPSS-R AT B R UG R a 240 D KA Bk
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] CR 1A ZOR (ORR) 19 L HCR T x* 2 50
Kaplan-Meier A7 OS B[], 41[A] OS R HECR H
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& R J7 Z A= £ B H oL A 21 fi] MDS-EB/
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o), J B i ati. (HI) 1 51], 952 955 T i (SD) 2 5], R %2
fift(NR) 3 f4i], Z2 fift % (CR) iy 47. 6% , 5 J i %
(ORR =CR +PR +HI) } 76.2% . {ii OS Ha] 12
H L 26.3 N~H, D-CAG 4 12 )35, 22 fi#
%41 50% ,0RR83.3% ., i{ii OS Hf[a] 18 (5 ~46)
MH 28 08 #66.7% ., CAG 419 Hil i, %
1 44.4% ,0RR 66.7% , Hi{ii OS Hffa] 11(5 ~43)
ANH L2408 #55.6% , L322,

10 #i] CR 22 [H Fr 7l J5 B4 &2 4t (International
Prognostic Scoring System , IPSS) 73404 4 i}y fE,
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- CR PR HI SD NR (%) (A) (%)
D-CAG 12 6 3 1 1 83.3" 18(5 ~46) 66.7"
CAG 9 4 2 0 1 66.7 11(5 ~43) 55.6

E:5 CAG 41rt4x, " P >0.05
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AILVE MG T AR  BE R LGt E X,
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FEANIR] 4% BRI R[] TPS3 45 58 AR R 28 1 £
PR S A T 12 ) BB A T, 8 ]k BV BR
(67% ), 52 A8 Lk, TEAEh S A RS ARAZ AL 9 4]
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