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Clinical features of connective tissue disease associated Pulmonary artery hypertension
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Abstract Objective: To analyze the characteristics of patients with Connective tissue disease associated Pulmonary artery hypertension
(CTD-PAH) patients for improving understanding of the disease. Methods: The 70 CTD-PAH patients diagnosed by right heart catheteriza—
tion(RHC) were analyzed retrospectively. Results: All patients were female, age was (43.8+13.9)years.The common symptoms of PAHwere
dyspneaand fatigue.The rate of Raynaud’s phenomenon was 47.1%. The main underlying disease were systemic lupus erythematosus
(48.6%) and primary Sjogren’s syndrome (20%). The positive rate of anti—SSA antibody was 54.9%.The 98.6% of the echocardiographic
resultssuggested there may bethe pulmonary hypertension.The 1-year and 3-year survival rates were 96% and 93%. Conclusion: Pul-
monary artery hypertension can occur in many connective tissue diseases, SLE and pSS are common. Raynaud’s phenomenon, anti-SSA
antibody and pericardial effusion may be risk factors of CTD-PAH.Echocardiography contributes to the screening of CTD-PAH. Glucocor—

ticoid and immunosuppressive therapy may have a positive effect on improving the disease.
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