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8p11 myeloid proliferative syndrome with BCR-FGFR1 fusion gene
rearrangement progresses to acute B-lymphoblastic leukemia

a case report and literature review
JIANG Hui WANG Anyou CAI Xiaoyan LIU Xin
(Department of Hematology, the First Affiliated Hospital of USTC, Hefei, 230001, China)
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Abstract Objective: To improve the understanding, diagnosis and treatment of rare 8pll myeloid prolifera-
tive syndrome. Methods: The clinical manifestations. laboratory examination and diagnosis and treatment of a pa-
tient with 8p11 myeloid proliferative syndrome progressing to acute B-lymphoblastic leukemia admitted to our hos-
pital were analyzed by reviewing relevant domestic and foreign literatures. Results: The clinical manifestations of
the early onset of the patient and the related bone marrow examination were similar to that of chronic myelogenous
leukemia, presenting a myeloproliferative disease. Karyotype analysis showed t(8;22) (p11;ql11). FISH test con-
firmed positive FGFR1 gene rearrangement, and excluded BCR-ABL rearrangement, and then confirmed positive
BCR-FGFRI1 fusion gene. Confirmed 8pll myeloid proliferative syndrome with BCR-FGFR1 fusion gene rear-
rangement was diagnosed. Since The patient refused the treatment of early hematopoietic stem cell transplantation
and his disease remained in the chronic stage for nearly 1 year after receiving the third-generation TKI combined
with interferon therapy. Later, the patient's disease rapidly progressed to acute B-lymphoblastic leukemia due to
drug withdrawal(because of poor hypertension control). Combined with domestic and foreign literature reports.
8pll myeloproliferative syndrome with BCR-FGFRI1 [usion gene rearrangement is rare in clinic, and its prognosis
is worse than chronic myelogenous leukemia and myeloproliferative diseases, with rapid progress occurring in a
short period of time. Conclusion: 8pll myeloid proliferative syndrome with BCR-FGFR1 fusion gene rearrange-
ment is a rare hematological malignancy with highly feature and rapid disease progression. Currently. there is no
unified and effective treatment at the early stage. In addition. the disease is easy to be missed at early stage, so it
is necessary to take chromosome and FISH tests as soon as possible to confirm FGFRI gene rearrangement. Early
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and timely diagnosis and intervention are particularly important, and the third generation TKI may temporarily in-

hibit the progression of the disease.

Key words 8pll myeloid proliferative syndrome; t(8; 22) (pll; qll); acute B-lymphoblastic leukemia;

FGFRI rearrangement; BCR-FGFRI1 fusion gene
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