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Acute myeloid leukemia with a late-appearing Philadelphia

chromosome:a case report and literature review

Summary To improve the understanding and experience of the rare disease of Philadelphia chromosome ap-

pearing during recurrence of Ph-negative acute myeloid leukemia (AML) ,a case of 66-year-old male AML-M5 pa-

tient achieved complete remission after induction by DA regimen, but relapsed after 5 cycles of consolidation chem-

otherapy was studied. Chromosomal analysis showed the appearance of a Philadelphia chromosome and FISH stud-

ies revealed the BCR-ABL rearrangement. Imatinib was given orally.combined with lenalidomide, human recombi-

nant interferon alpha-1b and interleukin-2. The patient died of pulmonary infection. Late-appearing Philadelphia

chromosome was associated with poor prognosis, playing a role in clonal evolution and disease progression. Tyro-

sine kinase inhibitors could benefit patients as a salvage treatment for AML with a late-appearing Philadelphia

chromosome.
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