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Efficacy of Imatinib Mesylate Treatment for a Patient with Rheumatoid Arthritis and

[J Case Report [

Who Developed Chronic Myelogenous Leukemia

Hye Kyung Jeon', Young Eun Park’, Sung 11 Kim', Seong Hu Park’, Seung Hoon Baek',
Joung Wook Lee', Dong Woo Ha', Hye Won Lee', Joo Seop Chung', Seung Hee Lee’, Eun Yup Lee’

Departments of Internal Medicine',

Laboratory Medicine’,

Pusan National University School of Medicine, Busan, Korea

Rheumatoid arthritis is associated with an increased risk
of hematological malignancy as a result of the RA itself
or its treatment. We report here on an unusual case of
a 55-year-old female with long-standing rheumatoid ar-
thritis and who was treated with low dose methotrexate
and hydrochloroquine. She was diagnosed with chronic
myelogenous leukemia that manifested with severe throm-

bocytosis and basophilia, and this was treated with im-
atinib mesylate. After 6 months, she achieved a complete
cytogenetic response of the CML and a complete reso-
lution of all the RA symptoms without DMARDs.
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Figure 1. The X rays of both hands show bony erosion and
ankylosis on both radiocarpal joints.
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Figure 2. BM aspiration: The aspirate smear of the marrow and
the touch preparation of the biopsy show mildly hypercellular
marrow with a marked proliferation of dysplastic megakaryocytes
(arrow) and many platelet clumpings (arrowhead). The blasts and
pronormoblasts are mildly increased in number.
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Figure 3. Peripheral blood: The erythrocytes reveal moderate
microcytic hypochromic anemia with mild anisocytosis and
poikilocytosis. The WBCs are mildly increased with marked
basophilia (26%, arrowhead). The platelets are markedly increased
in number with many platelet clumpings.

Figure 4. Positive BCR/ABL1 gene rearrangement FISH.
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