CeRRIERAALCISER] H| 277 H|12 2007
Korean J Lab Med 2007;27:19-2]1

A Case of Therapy-related Acute Myeloid Leukemia associated with inv(16)
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The inv(16)(p13g22) is found in de novo AML and is closely associated with the FAB subtype M4eo.
The inv(16) is rarely reported in therapy-related AML (t-AML) patients. Herein, we report a case of t-
AML with inv(16) after combination chemotherapy using antimitotic agent and alkylating agent (cis-
platin-paclitaxel) for ovarian serous cystadenocarcinoma. (Korean J Lab Med 2007;27:19-21)
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Fig. 1. Bone marrow aspirate smear ( x 1,000, Wright stain).
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Fig. 2. Karyotype analysis: 47 XX,inv(16)(p13.1922),+22 [20].
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Fig. 3. FISH analysis with LSI 5'CBFS (Red)/ LS| 3'CBF#4 (Green)
dual color, break apart rearrangement probe (Vysis, Inc). Normal
chromosome 16 showed overlapping red/green signals (green
arrow) and abnormal chromosome 16 split the CBF 8 locus result-
ing in separate red and green signals (white arrow).
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