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THREE PATIENTS WITH ACUTE MYOCARDIAL INFARCTION
ASSOCIATED WITH TARGETED THERAPY OF SORAFENIB
FOR METASTATIC RENAL CELL CARCINOMA : CASE REPORT
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Sorafenib is a tyrosine kinase inhibitor (TKI) of the vascular endothelial growth factor receptor
(VEGFR) used for advanced renal cell carcinoma. Treatment with sorafenib prolongs progression-free
survival in patients with advanced clear-cell renal cell carcinoma. However, in spite of its therapeutic
efficacy, sorafenib causes a wide range of adverse events. Cardiovascular adverse events have been observed
when sorafenib was used with targeted agents. Although these adverse events like hypertension, reduced left
ventricular ejection fraction, cardiac ischemia or infarction were manageable with standard medical therapies
in most cases, some had a poor clinical outcome. We report three cases of acute myocardial infarction
associated with sorafenib in patients with metastatic renal cell carcinoma.
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Fig. 1. Change of electrocardiogram in case 2 from
before the onset of myocardial infarction (A)
to shortly after the onset of myocardial
infarction (B). Electrocardiogram at the
onset shows increased T-wave amplitude
and abnormal Q-wave in V1-V6.
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Table 1. Clinical features of three cases
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CR: complete remission, SD: Stable disease, PD: Progressive disease, LVEF: left ventricular ejection fraction.
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Evolution of morphologic changes in
myocardial infarction
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arca. Tissue repair was faulty (A).  Arrow
indicates complete occlusion of coronary
artery (B).
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