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INTRODUCTION OBJECTIVE CONCLUSIONS

Myeloid/lymphoid neoplasms with eosinophilia and FGFR1 rearrangements (MLN-FGFR1) To describe the clinical presentation, molecular findings, and therapeutic response This case highlights the importance of early recognition of MLN-FGFR1 in patients
are rare, aggressive hematologic malignancies driven by constitutive FGFR1 activation and of a treatment-naive patient with chronic-phase MLN-FGFR1 harboring a rare with unexplained eosinophilia and atypical neurologic symptoms. Early molecular
associated with a high risk of transformation to acute leukemia. Clinical presentation is /NF198—-FGFR1 fusion who achieved rapid hematologic and cytogenetic remission diagnosis enabled prompt initiation of targeted therapy, resulting in rapid and
heterogeneous and frequently overlaps with other myeloproliferative neoplasms, often with upfront pemigatinib as a bridge to allo-HSCT. profound hematologic and cytogenetic response. These findings support upfront
resulting in delayed diagnosis. Outcomes have historically been poor, with allogeneic pemigatinib as an effective bridge to allo-HSCT in chronic-phase MLN-FGFR1,
hematopoietic stem cell transplantation (allo-HSCT) representing the only potentially including cases with rare ZNF198—FGFR1 fusions.

curative option. Pemigatinib, a selective FGFR1-3 inhibitor, has recently demonstrated
promising activity in FGFR1-rearranged neoplasms; however, data regarding its use as
upfront therapy in treatment-naive chronic-phase disease remain limited, particularly in
patients harboring rare fusion partners such as ZNF198-FGFR1.
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