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Clinical analysis of 56 cases of connective tissue disease-associated pulmonary arterial hypertension
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Abstract: Objective To investigate the incidence, clinical features,related factors and prognosis of the connective tissue disease
(CTD) associated pulmonary arterial hypertension(PAH). Methods To retrospectively analyze the clinical data of CTD associated
PAH from January 2005 to January 2010 in our hospital. Results (1) Among 256 CTD patients,56 cases were combined with PAH
with the incidence rate of 21.88%. (2) The main symptoms were cough, chest tightness, shortness of breath,and Raynaud’s phe-
nomenon; we found that Raynaud’s phenomenon, RNP antibodies, rheumatoid factor positive,interstitial lung disease and CTD asso-
ciated PAH were significantly correlated(P<C0. 05). Conclusion CTD associated PAH is more common, the Raynaud’s phenome-
non, RNP antibodies, rheumatoid factor positive and interstitial lung disease may be sinificantly correlated with CTD associated
PAH. Severe PAH would affect the prognosis of patients with CTD associated PAH, the CTD patients should be regularly exam-
ined by echocardiography for finding PAH
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