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Unstable angina induced by bevacizumab chemotherapy: Pooled analysis of 1 cases
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[ Abstract] Objective: To investigate the features of unstable angina induced by bevacizumab. Methods: Analysis was upon a case
of unstable angina developed after administration of bevacizumab for the treatment of colon cancer. Results: The case of an 54-year-old
man with colon cancer who developed chest pain during bevacizumab infusion is presented. Serial troponins and electrocardiograms (ECG)
were unremarkable, and the chest pain was resolved after infusion of nitroglycerin. Repeated, the patient complained of recurring chest pain.
This case supports the angina of bevacizumab cardiac toxicity. Conclusion: Cardiotoxicity associated with bevacizumab is an uncommon,
but potentially lethal condition. We present the third case of acute angina due to bevacizumab-associated toxicity. The findings are discussed

in light of the existing literature.
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