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Abstract Objective: To report one patient with refractory chronic myeloid leukemia (CML)-blast crisis with
T3151 mutation directly undergoing unrelated donor peripheral blood stem cell transplantation (allo-HSCT) under
conditioning regimen with decitabine and BuCy. Method: The patient with CML-BC who was refractory to ima-
tinib, nilotinib and chemotherapy. directly performed allo-HSCT from a partially mismatched (9/10 HLA allele
matched) unrelated donor with conditioning regimen consisting of decitabine and BuCy. The morphology, cytoge-
netic and molecular biology of bone marrow were continuously monitored. Result: In chronic phase.the patient was
diagnosed CML with Ph chromosome and BCR/ABL gene,with no mutation detected. Despite satisfactory hemato-
logical remission, the patient failed to achieve complete cytogenetic remission after of 9 months treatment with
imatinib. Moreover, the disease progressed rapidly to myeloid blastic phase accompanied by additional chromosomal
translocation, Q252H mutation of BCR-ABL fusion and increas ed copies of BCR-ABL. And nilotinib combined
with chemotherapy failed with newly appeared complex chromosome karyotype and T3151 mutation. Regardless of
remission,unrelated donor allo-HSCT was performed with decitabine and BuCy as preparative regimen. White
blood cell count was recovered >>1. 0 X 10° /L. at day + 12 and bone marrow remission and BCR-ABL gene <10
copies/10 000 abl copies were achieved at day + 14, Unfortunately, the patient developed skin acute graft versus
host disease (aGVHD) ,and died of grade IV intestinal aGVHD finally. Conclusion: Allo-HSCT is an effective ther-
apy for patients with CML and T315] mutation. It is essential to explore the effect of decitabine and BuCy combi-
nation conditioning regimen for patients undergoing allo-HSCT who do not achieve remission.
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