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Case analysis on cardiotoxicity of trastuzumab
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[ Abstract] Antitumor drugs play an important role in the tumor treatment, but also have certain cardiotoxic side effects. Antitumor
drugs have a variety of damage mechanism on the heart and different clinical manifestations, which have obvious effects on prognosis
and survival. Cardiotoxicity can manifest in many ways, such as heart failure, myocardial ischemia, arrhythmia and high blood pressure.
Common factors increasing a patient’s risk of developing cardiotoxicity include age, history of radiotherapy, previous history of heart
disease and combination with other cardiotoxic drugs. Prevention and treatment of these toxicities include evaluation before medication,
optimal medication method, and regular inspection and so on.
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