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Prognosis in Patients with Primary Sjogren’s Syndrome Underwent Percutaneous Coronary Intervention. Zhou Li, Chen Hui, Li Dong-
bao, et al. Cardiology Center, Beijing Friendship Hospital, Capital Medical University, Betjing 100050, China

Abstract Objective To report long — term clinical prognosis in a consecutive series of patients with coronary atery disease ( CAD)
and primary Sjogren’s syndrome (pSS) who underwent percutaneous coronary intervention ( PCI). Methods The study group comprised
43 consecutive patients with pSS who underwentPCI in Beijing Friendship Hospital between January 2009 and December 2013. Medical re-
cords were analyzed retrospectively including clinical basic material, coronary angiogram data, and the incidence of major adverse cardiac
events (MACE) during the longterm (median 3 years) followup. Results Thrityfour of the patients (79.1% ) had two or more tradition-
al CAD risk factors. And hypertension and hyperlipidemia are the most common. Long diffuse lesions( >30mm) were present in more
than 2/3 of patients (74.4% ) , and the average SYNTAX score was 29.6 +6.2. Seventy — eight drugeluting stents were implanted. After
a median followup period of 3 years, cumulative incidence of heart failure requiring rehospitalization is 23.3% . Conclusion Patients
with pSS and CAD may have long diffuse lesions. PCI in these patients tends to result in an increased rate of heart failure requiring rehos-

pitalization during long — term follow — up.

Key words Primary Sjogren’s syndrome ; Coronary artery disease;Percutaneous coronary intervention
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