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Although occasional patients with chronic myeloid leukemia (CML) have chromosomal changes
other than Philadelphia chromosome early in the disease, in typical cases the 9;22 translocation
remains the sole abnormality throughout the disease course in chronic phase. When disease pro-
gression occurs, however, 75-80% develop additional chromosome aberrations. These secondary
changes sometimes precede the more aggressive manifestations hematologically and clinically
and thus may serve as valuable prognostic indicators. ider(9)(q10)t(9;22)(g34;q11.2) is very rare
and a recurrent chromosomal abnormality associated with acute lymphoblastic leukemias (ALL)
and lymphablastic crisis of CML. And ider(9)(q10)t(9;22)(934;q11.2) is a lymphoid-specific rear-
rangement and the patients with this abnormality are of older age on average. They commonly
show pre-B cell lineage immunophenotype and L2 morphology. We report a case of ider(9)
(910)t(9;22)(q34;911.2) as secondary aberration in a patient with lymphoblastic crisis of CML.
(Korean J Clin Pathol 1999; 19: 266-70)
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ider(9)(q10)t(9;22)(a34:q11.2)
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Y139 2o AAFAL AY LTS 29 mm/hr, LDH
3805 U/L, 84+ 85 mg/dLolgy, I3 HE 21 ug/dLE
o] ATh wR¥Ao] Wy Z%%‘?%]* 4 BEAEE 11%,
AZFT 5%, ZTT 18%, FIFFT 4%, (VIS5 T 21%, &
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[12]/46,XY,ider(9)(ql0)t(9:22)(q34:ql11.2), der(22)t
(9:22) (q34:q11.2)[101/45XY,-9, der(22)t(9:22) (q34:q11.2)
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A3 o = Al A3t Yo EAETHFI. 3).

A2 U B3 e HFA I7A 7er e R J
TAY FAeWE A Al KalSla, allopurinol® 3tL
HE AlY 64 B2 AL 72,000/ 4L, THITFE
480,000/ yL, RAEFE 373%Z Z7FETh ©1F prednisone,

daunorubicin, vincristine, methotrexate, L-asparaginase 2]
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Fig. 1. G-banded karyotype demonstrating 46,XY,ider(9)(q10)t(9;22)(q34;911.2), der(22)t(9;22)(q34;911.2). The arrow indicates
the ider(9)(g10)t(9;22)(q34;q11.2), and the arrowhead indicates the Philadelphia chromosome.
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Fig. 3. RT-PCR for detecting major BCR-ABL gene rearrange-
ment. The band of 363-bp indicates the segments of BCR-ABL
fusion transcripts. Lane M; size marker (100bp DNA ladder,
GIBCO BRL); lane 1; K562 cells as positive control; lane 2; Bone
marrow specimen from patient; lane 3; D/W as negative control.
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ider(9)(q10)t(9;22)(a34:q11.2)
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