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Clinical analysis on emergency application of amiodarone in treatment of rapid arrhythmia
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Abstract: Objective To investigate the safety and effect of amiodarone for treating various types of fast arrhythmia in the e-
mergency patients. Methods 180 patients with fast arrhythmia in the emergency department of the Wushan County People’s Hospi-
tal from 2005 to 2009 were divided into the supraventricular group (n=140) and the ventricular group(n=40) according to the
causes of arrhythmia. The supraventricular group was subdivided into the observation group (supraventricular group A) treated by
amiodarone and the control group(supraventricular group B) treated by lanatoside, 70 cases in each subgroup; the ventricular group
was subdivided into the observation group (ventricular group A) treated by amiodarone and the control group(ventricular group B)
treated by lidocaine, 20 cases in each subgroup. The clinical observation and the efficacy analysis were performed in each group. Re-
sults The effective rate in the supraventricular group A was higher than that in the supraventricular group B, while the rate of ad-
verse reactions was lower than the supraventricular group B. The effective rate of the ventricular group A was higher than that of
the ventricular group B, while the rate of adverse reactions was lower than the ventricular group B. The total effective rate in obser-
vation groups was higher than that in the control groups with statistical difference(P<C0. 05). Conclusion Amiodarone is superior
to cedilanid and lidocaine in the overall treatment effect with less adverse reactions. Using amiodarone for treating various types of
rapid arrhythmia in emergency has obvious effect and high safety,which is worth popularizing.
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