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ZER S OMEEE (J530) : We diagnosed the patients registered with AML treatment protocol
(AML-97) of Japan Adult Leukemia Study Group according to the WHO classification in 2001.
628 patients registered with the AML-97 protocol were diagnosed as AML with recurrent
genetic abnormalities (171 patients; 26.8%), AML withmultilineage dysplasia (133; 20. 8%),
AML not otherwise categorized (331; 51.9%) or acute leukemia of ambiguous lineage (3;
0.5%), respectively. These diagnoses were not so different from the diagnoses by the
revised WHO classification in 2008, except that 32 patients having 11q23 abnormalities
decreased to 9 patients because only t(9;11) was taken up in 2008.
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Category and Subtype No. of pts*
I AML with recurrent genetic abnormalities 171(26. 8%)
t(8; 21) (q22 ; q22) ; (AML1/ETO 113(17.7)
BF 8 /MYH11 26(4. 1)
PMl
1123 (MLL) abnormalities 32(5.0)
IHAML with multilineage dysplasia 133(20.8 )
Following MDS
Without antecedent MDS 133(20.8)
MAML and MDS, therapy-related
IVAML. not otherwise categorised 331(51.9)
AML, minimally differentiated 25(3.9)
AML without maturation 99(15.5)
AML with maturatior 108(16.9)
Acute myelomonocytic leukemia 63(9.9)
AMMol. wit 5(0.8)
Acute monoblastic leukemia 8(1.3)
Acute monocytic leukemia 16(2.5)
Acute erythroid leukemia 6(0.9
Acute megakaryoblastic leukemia 1(0.2)
Acute leukemia of ambiguous lineage 3(0.5)
Total 638(100)
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