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[ Abstract] Objective To summarize and analyze the characteristics in the aspects of clinical manifesta-
tions, therapeutic effect and prognosis in the patients with 8pl1l myeloproliferative syndrome (EMS) compli-
cating BCR-FGFRI1 fusion gene positive. Methods The clinical data of laboratory examinations such as pe-
ripheral blood routine,bone marrow cytology,cytogenetics and molecular biology,treatment process and prog-
nosis in 30 patients with EMS complicating BCR-FGFR1 fusion gene positive including 1 case of newly diag-
nosed EMS in this center were collected and analyzed. Results The median age of 30 EMS patients with BCR-
FGFRI1 positive was 55. 50 years old. In the majority of the patients,the white blood cells count of peripheral
blood was significantly increased (median value 52. 30 X10°/ L). The myelogram showed a proliferative active
state with the median primitive cells proportion of 17%. The specific balanced translocation and FGFR1 gene
rearrangement could be detected by chromosome karyotype analysis and fluorescence in situ hybridization.
43.33% of the patients were accompanied with complex karyotype abnormalities in first visiting diagnosis.
The patients in the complex karyotype group had higher mortality rate and shorter median overall survival
time compared with the patients in the non-complex karyotype group. Among 14 cases receiving the hemato-
poietic stem cell transplantation (HSCT), 11 cases were in a disease-free state after treatment. The patients in
the receiving transplantation group had longer median overall survival time. Conclusion EMS patients are insensi-
tive to the conventional chemotherapy. Allogeneic HSCT is the only effective treatment means at present.

[Key words] 8pll myeloproliferative syndrome; T-cell lymphoma;chronic myeloid leukemia; B cell re-

ceptor- fibroblast growth factor receptor 1;hematopoietic stem cell transplantation
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