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Reversal of Marrow Fibrosis Following Imatinib Mesylate Therapy
in a Patient with Chronic Myelogenous Leukemia
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Bone marrow fibrosis is associated with a poor prognosis in those patients with chronic myelogenous
leukemia (CML). It is present at the initial diagnosis as well as during CML transformation. Although
the effect of interferon- therapy on marrow fibrosis has been controversial, imatinib mesylate has shown
significant activity to reduce the CML-associated bone marrow fibrosis as well as the Philadelphia
chromosome-positive cells. We report here on a case of the reversal of marrow fibrosis after imatinib
mesylate therapy in a 67 year-old female patient suffering with CML that was refractory to interferon- a.
(Korean J Hematol 2005;40:124-128.)
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Table 1. CBC findings

9 months 12 months
At initial after after

Date dignosis INF-a Imatinib
Tx* Tx*
Hb (g/dL) 7.4 7.5 11.8
WBC (x10°/L) 130 5.8 8.2
Seg, Neutrophil (%) 53.0 46.0 57.9
Stab, Neutrophil (%) 3.0 0 0
Lymphocytes (%) 4.0 18.0 29.0
Immature cells (%) 33.0 0 0
Eosinophils (%) 7.0 1.0 0.1
Basophils (%) 0 18.0 0
Monocyte (%) 0 16.0 13.0
Platelet (x10°L) 426 60 221

*Tx, treatment.
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Fig. 1. (A) Bone marrow biopsy section at the time of diagnosis shows marked fibrosis (H-E stain, x100). (B) Bone marrow
biopsy at the time of diagnosis shows extensive reticulin fibrosis (reticulin stain, x100). (C) After 12 months of imatinib therapy,
bone marrow aspiration shows the normocellular marrow (H&E stain, x40). (D) After 12 months of imatinib therapy, no reticulin
fibrosis is found on biopsy section (reticulin stain, x40).
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