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AMLCG® 2528 419 49 35
BMRC® 2529 1,127 44 27
CALGB’ 2530 668 43 16
CALGB® 2534 326 52 31
SECSG’ 2535 218 60 51
CALGB" 2537 1,088 52 32
AMLCG" 2538 1,044 53 35
BMRC" 2539 923 53 36
IAMLSG" 2540 521 54 38

AMLCG = German AML Cooperative Group; BMRC = British Medical Research Council;
CALGB = Cancer and Leukemia Group B; IAMLSG = International Acute Myeloid Leukemia Study Group;

SECSG = Southeastern Cancer Study Group
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CR>601(%  ED (%) CR < 60 1 (%) ED (%)
AMLCG® 2528 39 34 68 25
BMRC® 2529 48 52 73 22
CALGB’ 2530 41 31/45 65 21
CALGB’ 2634 41 54 69 15
SECSG’ 2535 53/63 20 63/79 NA
CALGB" 2637 47 31 71 13
AMLCG" 2538 42/54 17/27 68 14
BMRC" 2639 46 30 73 12
IAMLSG" 2540 64* NA 74* NA

CR = complete remission; ED = early death; NA = not available
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MINA 3 LEANAMTNWILUSUWEUSININ intensive WaY less intensive therapy

Chemo Age No. CR% ED% DFS 0s Ref
(mg/m?) of patients (months)  (months)
DNR 3 x 50 55-70 90 43 NA 9 5 37
AraC 7 x 100
Eto 75 x 7
DNR 3 x 50 54 NA 14 8
AraC 7 x 100
RBZ 4 x 100 >65 87 52 10 13.8 12.8 38
AraC 7 x 200 (p<001) (p<0.01)
LDAraC 21 x 20 32 31 8.3 8.8
DNR 3 x 45 >60 100 38 46 NA 2.5 8
AraC 7 x 200
DNR 3 x 45 44 40 NA 3
AraC 7 x 100
DNR 1 x 60 >65 51 23 23 2.7 3.7 39
AraC 5 x 200
6TG 5 x 200
Eto 5 x 160 60 4 7.2 99
6TG 5 x 200 (p = 0.007) (p = 0.042)
Ida 3x 15

AraC = cytarabine; DNR = daunorubicin; Eto = etoposide; LDAraC = low-dose cytarabine;

Ida = idarubicin; RBZ = rubidazone; 6TG = thioguanine; CR = complete remission;

ED = early death; DFS = disease-free survival, OS = overall survival
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therapy UMM palliative Mt hydroxyurea
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AAmMINAEY cytogenetics snnnELheo iy
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ate loun normal karyotype LLaxnzj'u unfavorable
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NaM33N (CR) Lﬁaqmq WAL cytogenetics
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MW 4 UEAINETBY hematopoietic growth factors slumﬁnm AML slur/:{ﬂ’mqamq

Chemo Age No. of CR% ED% Neutropenia DFS 0s Ref
(mg/m?) patients (days) (months)  (months)
DNR 3 X 60 > 55 117 60 6 13 85 106 40
AraC 7 x 100 (p =0.08) (p=0.015) (p =0.001) (p = 0.048)
GM-CSF
DNR 3 x 60 4 15 17 9.6 48
AraC 7 x 100
DNR 4 x 45 > 65 173 70 23 21 NA 45% at 1 year 41
AraC 7 x 200 (p = 0.002) (p < 0.001)
G-CSF
DNR 4 x 45 47 27 2] NA 40% at 1 year
AraC 7 x 200
DNR 3 x 45 > 60 388 51 20 15 8.2 1.5 42
AraC 7 x 200 (p = 0.02)
GM-CSF
DNR 3 x 45 54 16 17 104 10
AraC 7 x 200
DNR 3 x 30 > 60 318 55 14 23 14% at 2 years NA 43
AraC 7 x 200 (p = 0.0002)
GM-CSF
DNR 3 x 30 56 13 25 19% at 2 years NA
AraC 7 x 200
I[da5x8 55-75 240 63 18 24 23 39% at 2 years 4
AraC 7 x 100 (p = 0.0001) (p = 0.003)
GM-CSF
I[dab5x8 61 16 29 n 27% at 2 years
AraC 7 x 100

CSF = colony-stimulating factor; G = granulocyte; GM = granulocyte-macrophage

Thai Journal of Hematology and Transfusion Medicine Vol. 10 No. 2 April-June 2000



Acute Myeloid Leukemia (AML) lugithtigeany 143

- a
MM 5 LFNANNDYDI chromosome LAY 81g)

< 60 years 2 60 years
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