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Eltrombopag—induced hyperpigmentation in an idiopathic thrombocytopenic purpura patient: a case report
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[Abstract] A 57-year—old female patient received eltrombopag for idiopathic thrombocytopenic purpura. Four months af-
ter medication, the patient visited the hematology clinic for developed hyperpigmentation on the skin of the head and neck
without any change on the rest of the body. This symptom was considered to be related to eltrombopag and the drug was dis-
continued at the 7th months after medication. A very high eltrombopag plasma concentration, indicating drug toxicity, was
found through TDM. The patient also carried the allelic variations that are involved in drug metabolism and drug cellular trans-
portation. One month later, the skin color of the head and neck was significantly lighter, but not returned to its original appear-
ance. The dose of eltrombopag was adjusted, and the symptom didn’t get worse.
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