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Nifekalant was Effective for Server Ventricular Arrhythmia After Myocardial Infarction in 3 Cases

Soichi Shioguti, Yosihito Irie, Noriyuki Murai, Nobuaki Kaki, Masahito Saitou, Takao Imazeki

Department of Cardiovascular Surgery, Kosigaya Hospital Dokkyo University School of Medicine,

Saitama, Japan

The prognosis of ventricular arrhythmia after myo-
cardial infarction is fatal. Vaughan Williams Class I
drugs are usually selected to treat it, but in some cases
they are not effective. In addition, Class I drugs are
difficult to use for patients with poor cardiac function
because of their negative inotropic effects. Class III

drugs Nifekalant was effective for drug-resistant
ventricular tachycardia after myocardial infarction in 3
cases. The drug dose not suppress cardiac function,
and is useful for drug-resistant ventricular arrhythmia

in patient with poor cardiac function.
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