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Bone marrow necrosis in a chronic myelogeneous leukemia patient with

myelofibrosis following withdrawl of Gleevec
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ABSTRACT Objective: To investigate the clinical characteristics, laboratory features and mechanism of Gleevec-related adverse
events in patients with chronic myelogeneous leukemia. Methods: Clinical manifestations, laboratory examinations, imaging data, patho-
logic histology, procedure of treatment and prognosis were analyzed in a chronic myelogeneous leukemia patient with myelofirbosis who
developed fatal bone marrow necrosis following discontinuation of Gleevec due to Gleevec-related pain in lower back and legs. Results:
The Patient were insensitive to traditional therapeutic methods such as hydroxyurea, interferon and combinational chemotherapy of
Ara-C and homoharringtonine. The leukocytosis and constitutional symptoms were rapidly reversed following treatment of Gleevec one
month later. The pain in lower back and legs developed two months after initiation of Gleevec treatment. Life-threatening bone marrow
necrosis occurred acutely with deterioration of pain, thrombocytopenia, splenomegaly and generalized bleeding, when patients discontin-
ued the drug abruptly by himself. Conclusions: Gleevec demonstrated favorable therapeutic effect to the chronic myelogeneous leukemia
patient with myelofibrosis who didn't respond to traditional treatments including hydroxyurea, interferon and combinational chemothera-
py- It should be prudent for doctors to advice patients accepting Gleevec treatment with onset of side effects to terminate this drug sud-
denly.
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Figurel High magnification microscopy (x1000) shows coagulative
necrotic cells with only preservation of basic cellular outlines and
background of amorphous extracellular eosinophilic material .These cells
have irregular or indistinct margins; the cytoplasm can shrink or vacuolate,

and the nucleus shows pyknosis and karyolysis.
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