Mechanisms of Action of Active Esophageal Cooling During Left Atrial Radiofrequency

Ablation: A Multidisciplinary Review

Samuel Omotoye, MD?; Jason Zagrodzky, MD?; Rogelio Silva, MD3; Jamal Hayat, MD#; Benjamin Levi, MD?>; Erik Kulstad, MD, MS®; Audra Clark, MD?
1. Cleveland Clinic, Cleveland, OH; 2. Texas Cardiac Arrhythmia Institute, Austin, TX; 3. University of lllinois, Chicago, IL; 4. St. George’s University Hospitals, London, UK; 5. University of Texas, Southwestern Medical Center, Dallas, TX

Ursoul\}g‘dlwcgl%teen{enr TEW CARDL:? n‘:ﬁﬁﬁhﬂﬂ IHSTITUTE E} CIE‘UEIa nd Cllnlc St George’s UnivEr:itgmll?aiﬂﬁli [P:- U | H ea Ith @

_ Resuts QN Resuts

To determine possible mechanisms of action underpinning
the protective effects of active esophageal cooling.
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