New protocol improves survival from in-hospital cardiac arrest
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MedWire News: Using vasopressin and corticosteroids in addition to epinephrine may improve survival following in-hospital cardiac arrest, a single-centre study has shown.

Cardiac arrest is associated with low cortisol levels, both during and after cardiopulmonary resuscitation. This led Spyros Mentzelopoulos (University of Athens, Greece) and team to hypothesize that combined vasopressin-epinephrine and corticosteroid supplementation might offer advantages over standard epinephrine therapy.

They enrolled 100 consecutive patients with refractory cardiac arrest (ie, refractory ventricular fibrillation/pulseless ventricular tachycardia or asystole/pulseless electrical activity), all of whom required epinephrine according to current guidelines.

The intervention group received vasopressin plus epinephrine while controls received isotonic sodium chloride solution placebo plus epinephrine for the first 5 resuscitation cycles after randomization, followed by additional epinephrine if needed.

On the first resuscitation cycle, study group patients received methylprednisolone sodium succinate and controls received saline. Postresuscitation shock was treated with stress-dose hydrocortisone sodium succinate or saline placebo.

The study, which is published in the Archives of Internal Medicine, found that the intervention was associated with an increased likelihood for return of spontaneous circulation (81% vs 52%, p=0.003) and improved survival to hospital discharge (19% vs 4%, p=0.02) compared with usual care.

The intervention also had secondary benefits, including improved hemodynamics and central venous oxygen saturation and fewer days with organ failure. Adverse events were similar in the two groups.

“The results of this trial suggest that the combined use of vasopressin, epinephrine, and corticosteroids may improve by a factor of 4.5 the long-term survival after refractory in-hospital cardiac arrest,” Mentzelopoulos and coauthors conclude.

“This result is supported and explained by the more frequent successful resuscitation, increased postarrest mean arterial pressure and central venous oxygen saturation, and attenuated postarrest systemic inflammatory response and organ dysfunction in the study group.”

