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HIGHER MORTALITY OF CHRONIC OBSTRUCTIVE PULMONARY DISEASE PATIENTS AFTER PCI IS ONLY 

PARTLY EXPLAINED BY PULMONARY HYPERTENSION OR LEFT VENTRICULAR DYSFUNCTION
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Background:  Chronic obstructive pulmonary disease (COPD) is associated with increased mortality after percutaneous coronary interventions 

(PCI). Whether pulmonary hypertension or left ventricular dysfunction (both of which exist in COPD) could explain this worse prognosis after PCI is not 

known.

Methods:  We identified consecutive patients who underwent PCI at Mayo Clinic Rochester between 1995 and 2005, with a baseline (pre-PCI) 

Doppler estimated right ventricular systolic pressure (RVSP) and left ventricular ejection fraction (LVEF). Post PCI follow up data was collected 

prospectively at 6 months, 1 year, and then annually.

Results:  This study included 3876 patients (71 ± 11 years, 63% male, BMI 29 ± 6 kg/m2, LVEF 54 ± 15%), of which 468 (12%) had a diagnosis 

of COPD. Patients with COPD had modestly higher RVSP (42 vs 38 mmHg, p<0.0001), and lower LVEF (51 vs 54%, p<0.0001). Mean follow up was 5 

years. Diagnosis of COPD, higher RVSP, and lower LVEF were highly significant (p<0.0001) predictors of mortality both in univariate and multivariate 

models. COPD was strongly associated with lower survival even after adjustment for all confounders including RVSP and LVEF (Figure, p<0.0001).

Conclusion: Our results suggest that neither pulmonary hypertension nor left ventricular dysfunction can fully explain the markedly increased 

mortality of COPD patients after PCI, and that additional mechanisms (inflammation, hypoxemia, etc.) could be playing a role. 




