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Etiology and Surgical Treatment of Severe Tricuspid Insufficiency

Caused by Permanent Pacemaker Leads
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[ Abstract] Objective To investigate the clinical characteristics and the short-term effect of surgical treatment of tricuspid
insufficiency after permanent pacemaker implantation. Methods The clinical data of 15 patients with severe tricuspid insufficiency due to
lead after permanent pacemaker implantation who were admitted to the Department of Cardiovascular Surgery in The Third People’s Hospital
of Chengdu from January 2013 to May 2019 were reviewed. These data include the etiology observed during operation, surgical strategies,
postoperative complications and short-term therapeutic effects. Results  Among the 15 patients, 2 cases were caused by perforation of septum
valve, 1 case by wire winding, 5 cases by wire adhesion to tricuspid valve and 7 cases by wire impact to tricuspid valve. Of the 15 patients,
8 underwent median thoracotomy under cardiopulmonary bypass for tricuspid valve surgery and 7 underwent right intercostal mini-incision
tricuspid valve surgery. Of the 15 patients, 5 underwent tricuspid valve ring formation, 2 underwent valve repair, 1 underwent tricuspid
valve replacement, 2 underwent De Vega formation, 3 underwent wire release and fixation and K-formation, and 2 underwent wire removal.
No serious perioperative complications and perioperative death occurred. No serious tricuspid regurgitation was detected by color Doppler
echocardiography one week after surgery. Conclusion Permanent pacemaker wires can cause severe tricuspid insufficiency, and surgical
treatment of lead-induced tricuspid insufficiency is safe and effective.
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