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Characterization of a new case of variant translocation t(9;22) in

chronic myeloid leukemia by fluorescence in situ hybridization
(FISH)

Abstract

Chronic Myeloid Leukemia (CML) is a myeloproliferative neoplasm with an
occurrence of 1-2 cases per 100,000 subjects . Central to the pathogenesis of CML
is the fusion of the "Abelson murine leukemia (ABL1) gene" on chromosome 9
with "the breakpoint cluster region (BCR) gene™ on chromosome 22. This leads to
expression of an oncoprotein called "BCR-ABL1". In this study a new CML case
carrying variant Philadelphia(Ph) translocation involving both chromosomes 9 and
22 as well as chromosomes 3 has been reported. A detailed molecular cytogenetic
characterization was performed by fluorescence in situ hybridization (FISH), which
displayed the presence of the"5'BCR/3'ABL1 "fusion gene was localized on the" Ph
chromosome”, while the" 5'ABL1/3'BCR gene "was not detected on the
derivative(9) chromosome (der9) because 3'BCR translocated onto partner
chromosomes 3.In conclusion, a precise molecular cytogenetic characterization of
one Ph CML case bearing complex t(9;22)has been analyzed . The study also stress
the crucial role of FISH analysis in explanation these translocations, which is
beyond the resolution power of conventional cytogenetics.
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Sonicated salmon sperm DNA (4 ol Sl 3 daboratories,Gaithersburg, MD),

Jslaes Just i Gy EOU (belayst 50% — 2XSSC )dslan 3 cuagdll axy L Justll (gyaly
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2 5yl () AY) Gluadll aalad &3 (6)aY) cpagill uylas 4. DEACconjugated  streptavidin

4'.6-diamidino~  2-pheylindole lalliiria) closuses Sl Coasss.  Cy5 FluorX
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microscope equipped with a cooledCCD camera (Princeton Instruments, Boston,
MA). Cy3 (red; New England Nuclear, NJ), FluorX (green; Amersham, Arlington
Heights, IL), Cy5 (IR; New England Nuclear), and DAPI (blue) fluorescence
signals[24].
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