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Abstract Objective: Allogeneic hematopoietic stem cell transplantation may be the only way to cure blastic
plasmacytoid dendritic cell neoplasm (BPDCN). Methods: It retrospectively analyzed 13 patients with BPDCN who
received haploidentical donor hematopoietic stem cell transplantation( HID-HSCT) with myeloablative conditioning
regimens(MAC). Results: All patients had extramedullary lesions as the initial manifestation(11 cases of skin le-
sions, 1 case of breast, 1 case of lymph node). All of them had bone marrow invasion, two of which had central
nervous system invasion. Before HID-HSCT, all patients got complete remission (9 cases of CR1, 4 cases of
CR2), 4 of them were positive for minimal residual leukemia. Stem cells were successfully implanted in all pa-
tients, 1 patient with graft dysfunction, 3 patients with grade I -IVacute graft-versus-host disease, and 5 patients
with chronic graft-versus-host disease(4 mild,1 moderate). The median follow-up time of survived patients was
34(5-64) months, the disease-free survival was (76.9+12.6) %. Three patients died(1 case of aGVHD, 1 case of
relapse, 1 case of TMA/GVHD). Conclusion: HID-HSCT with MAC is safe and effective for BPDCN treatment.
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