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Analysis of the relative risk factors between systemic lupus

erythematosus and pulmonary artery hypertension
Chen Yangfan Xu Jianhua Wang Fen et al
( Dept of Rheumatology The First Affiliated Hospital of Anhui Medical University Heifei 230022)

Abstract Objective To investigate the clinical and laboratory characteristics of systemic lupus erythematosus
(SLE) complicated with pulmonary hypertension ( PAH) and to analyze the relevant risk factors so as to improve
the understanding of SLE-PAH. Methods A total of 358 patients with SLE were enrolled in this study. Patients
with cardiac ultrasonography were examined for pulmonary hypertension. According to pulmonary artery pressure

patients were divided into different groups. The differences between the groups were compared detailed records of
all patients with clinical and laboratory data analysis of its relevance. Results (1) 358 patients 142 SLE patients
without PAH (39.7%) 216 cases of SLE patients with PAH (60.3%) There were no significant differences in
age sex course of disease and SLEDAI between the PAH group and the non-PAH group and so did in mild PAH
group and severe PAH group. (2) The incidence of D-dimer prolongation and renal dysfunction in PAH group was
higher than that of non-PAH group ( P <0.05) . The patients with moderate to severe PAH( n =65) showed peri—
carditis interstitial lung disease Raynauds phenomenon hyperuricemia and APTT prolongation was significantly
higher in patients with mild pulmonary hypertension (n = 151) (P <0.05). Among them 6 cases died all of
them were severe PAH patients. (3) Logistic regression analysis: D-dimer prolongation ( OR =1.975 95% CI.
1.254 ~3.109 P =0.003) and renal dysfunction ( OR =1.930 95% CI: 1. 038 ~3.589 P =0.038) were risk
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factors for developing PAH. Pericarditis ( OR =2.517 95% CI: 1.228 ~4.919 P =0.007) interstitial lung dis—
ease (OR = 2.645 95% CI: 1.051 ~6.652 P =0.039 hyperuricemia ( OR =2. 136 95% CI: 1. 056 ~4.322 P
=0.035) APTT prolongation ( OR =2. 577 95% CI: 1.250 ~5.313 P =0.010) may be a risk factor for develo—
ping moderate to severe pulmonary hypertension. Conclusion SLE-PAH was not significantly associated with lu—
pus activity. SLE combined with pericarditis interstitial lung disease hyperuricemia D-dimer and APTT prolonga—
tion should pay attention to pulmonary hypertension monitoring D-dimer extension and renal dysfunction may be a
risk factor for pulmonary hypertension.
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