— Sat-219 —

Acute erythroleukemia (AML M6) in a rheumatoid arthritis patient during low
dose methotrexate
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Low dose methotrexate (MTX) is a safe and effective drug in rheumatoid arthritis (RA). MTX used
in RA can cause significant bone marrow suppression, and there are a few reports describing the
development of acute leukemia during MTX therapy in RA. We experienced a RA patient developing
acute ervthroleukemia during MTX therapy. CASE: A 68-vear-old woman with an 11-year history of
RA was presented with bicytopenia. In 1992, she was diagnosed as RA. In 1997, she visited our
hospital because of multiple joint pain. Rheurmnatoid factor was 175 IU/ml. She was treated with
MTX  (75-10mg/week) and maintained a relatively inactive disease state. In  routine {aboratory
follow-up in May 2003, white blood cell count was 4900/mm®  hemoglobin 9.6 g/dl: platelet count
71%103/mm’;  erythrocyte sedimentation rate 79 mm/h, and C-reactive protein 1.16 mg/d. MTX was
discontinued at a cumulative dose of 17025 mg Peripheral blood smears revealed 11% immature
cells. Bone marrow aspiration showed a markedly increased proportion of erythroid series (7694) with
pronormoblast reaching  7.2%. The erythroid immature cells were positive in  PAS  stain.  Cytogenetic
studies showed a normal karyotype of 46 XX. According to FAB classification, she was diagnosed as
acute erythroleukemia. Whether MTX is a contributing cause of acute leukemia or not in RA
patients is unknown. As MTX in RA is widely used, data collection on acute leukemia cases
during MTX therapy is needed to assess the hematologic safety of MTX in RA.
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