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Clinical Features Analysis of Patients with Systemic Lupus Erythematosus Concomitant Pulmonary Arterial Hypertension in Different Classifi-
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510080, China

Abstract Objective The incidence of systemic lupus erythematosus (SLE) concomitant pulmonary arterial hypertension (PAH)
in Asia is higher than other connective tissue disease, and different patients have different prognosis. We intend to discuss the effect of
clinical features in different classifications to the prognosis of patients. Methods The 84 patients with SLE — PAH were randomly divided
into different types based on the severity of PAH, systemic lupus erythematosus disease activity index (SLEDAI) , reversible of treatment
and process of PAH. We analysis the clinical features of patients and evaluate the effect of judgment to the prognosis of patients by differ-
ent classifications. Results The risk factors of SLE - PAH were raynaud phenomenon, fingertip vasculitis, pericardial effusion, intersti-
tial lung disease, anti — ULRNP antibody positivity and antiphospholipid antibody positivity. Anti — ULRNP antibody positivity in mild or
moderate PAH patients compared with severe PAH patients had statistical significance (P <0.05). Fingertip vasculitis and anti — ul RNP
antibody positivity in SLEDAI < 8 patients compared with SLEDAI=8 patients had statistical significance (P <0.05). Fingertip vasculitis
and pericardial effusion in relieved, stable and deteriorated patients had statistical significance (P <0.05). Pericardial effusion in PAH
course more than 1 years patients compared with PAH course less than 1 years patients had statistical significance (P <0.05). Conclu-
sion Anti - ULRNP antibody positivity in severe PAH patients was higher than mild or moderate PAH patients. Fingertip vasculitis in
SLEDAI =8 patients was higher than SLEDAI <8 patients. Anti — UIRNP antibody positivity in SLEDAI <8 patients was higher than SLE-
DAI=8 patients. SLE — PAH patients with fingertip vasculitis had higher reversible of treatment. SLE — PAH patients with pericardial ef-
fusion was difficult to treat. Positive rate of ericardial effusion in PAH course more than 1 years patients was more than PAH course less
than 1 years patients. SLE — PAH patients had two pathology which were vascular inflammation and vascular disease. The severe PAH,
SLEDAI <8, deteriorated and PAH course more than 1 years patients’ pathological changes were related to vascular disease, especially the
anti — ULRNP antibody positivity patients.
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