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A Case of Myeloid Blast Crisis of Ph-positive Chronic Myeloid Leukemia
with t(3:;21)(g26:q22)
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Jae Ryong Kim, M.D.. and Ki Young Kwon, M.D.*
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The t(3:21){g26:q22) is associated with chronic myelogenous leukemia in blast cri-
iz, leukemia evolving from therapy-related myelodysplasia, and with leukemia fol-
lowing other hematopoietic proliferative diseases. The t(3:21) iz rare secondary aber-
ration in blast crisis of Philadelphia(Phl-positive chronic myeloid leukemia, which
may be restricted to patients entering myeloid blast erisis. We report here in one case
of chronic myeloid leukemia in blast crisis which reveals both t{9:22)(g34:q11} and
t(3:21){g26:q22),

A 62-vear-old male was diagnosed as chronic myeleid leukemia 5 vears ago,
received hydrosyures therapy, and admitted because of gingival bleeding and fever,
On examination, splenomegaly and leukocytosis with proliferated blasts(91%) in
peripheral blood were noted. Bone marrow aspirate showed hypercellularity with
severe blast proliferation{82 5%) which revealed all negative in peroxidase and PAS
stain. Cytogenetic study of bone marrow cells showed the karyotype 46, XY, t(3:21)
(g26:q22), t(9:22){q34:q11}. which might be suspected as myeloid blast crisis. Above
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finding was confirmed by the result of immunophenotyping(CD13 43 6%, CD34
B8 2%, HLA-DR 91 6%). He received intensive chemotherapy., but still sustained
proliferation of blasts was noted. The follow up cyvtogensetic study was as follows: 46,
XY, t(3:213(q26:22), t(9:22){q34:ql1)/46, XY, t(3:21)(g26:q22), del(B)(g22), t(9:22)
(gadigll) 46, XY (16/3/1), He died socon from severe pancvtopenia and sepsis.
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Fig. 1. Proliferated blasts in peripheral blood
smear{(Wright stain. X 400).
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Fig. 3. Karyotype of 48, XY, t(3:21)(q26:q22), t{9:22)(g3d:ql1).
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Fig. 5. G-handed metaphase of 46, XY, t(3: 21}
(q26:q22), del(B8){q22), {322} (q34:q11).
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- Fig. 4. Partial karyotype of 46, XY, t(3:21) (g26:g22), t(9:22)
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