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Adverse Events Associated with Tyrosine Kinase Inhibitors in Chronic Phase Chronic Myeloid Leukemia
and Management

HE Sirunl, QIN Qunl, XU Wenquanz*(l.Xiangya Hospital of Central South University, Changsha 410013, China; 2.Beijing
University of Aeronautics and Astronautics, Beijing 100191, China)

ABSTRACT: Tyrosine kinase inhibitors(TKIs) targeting the BCR-ABL1 oncoprotein make patients who have diagnosed with
chronic phase(CP) chronic myelocytic leukemia(CML) live long-term survival. Many patients may encounter adverse events
usually occur early after treatment initiation which are mild to moderate in intensity and resolve spontaneously, or are easily
controlled with adequate supportive care. However, long-term safety issues have not been fully elucidated at present, especially
for new-generation TKIs. Recent evidence has emerged that these new agents may sometimes impinge on the heart and lung in an
irreversible. review relevant TKIs adverse reactions as well as its management.

KEY WORDS: chronic myeloid leukemia; tyrosine kinase inhibitors; adverse events
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Tab.2 Management of dasatinib-related pleural effusion
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22010

Note: Dose reduction: chronic stage, 100 mg-d”'—80 mg-d'(level 1);
advanced phase, 140 mg~d’1—>100 mg~d’1 (level 1) —80 mg~d’l(leve1 2).
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Network. NCCN Practice Guidelines in Oncology 22010.
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