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Clinical characteristics of Sjogren’s syndrome accompanied

with interstitial lung disease
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Abstract: Objective To analyze the clinical characteristics of primary Sjogren’s syndrome ( PSS) accompanied with
interstitial lung disease(ILD). Methods Out of 291 PSS patients selected between January 2009 and December 2016
were divided into ILD group ( PSS patients with ILD,n =90) and non-ILD group ( patients without ILD,n =201). The
clinical manifestations and laboratory examinations were observed and compared between two groups. Results  Compared
with non-ILD group,the course of disease was longer (¢t =3.080,P =0.003),and the age was older (¢ =4.703,P =
0.000)in ILD group. There was no significant difference in sex (y* =3.098, P =0.078). The PSS patients who
accompanied with xerostomia were more likely to combine with TLD (y* =4.288,P =0.038) ,and the pulmonary arterial
hypertension was more likely to occur in TLD group (y* =24.695,P =0.000). There were no statistical differences in
clinical manifestation of fatigue, xerophthalmia, rampant tooth, mumps, glossalgia, rash, arthralgia, myalgia, renal
involvement, pleural effusion and blood system involvement between two groups (all P > 0.05). The PSS patients who
accompanied with high level of C-reactive protein ( CRP) were more likely to combine with ILD(Z =2.535, P=0.011).
There were no statistical differences in anti-SSA antibody, anti-SSB antibody, the level of erythrocyte sedimentation rate,
immunoglobulin A(IgA) ,IgM,IgG,rheumatoid factor and anti-cyclic citrullinated peptide antibody between two groups(all
P>0.05). Conclusions ILD is prone to occur in PSS patients with longer course of disease,older age, xerostomia and
high level of CRP. and PSS patients with ILD were more prone to have pulmonary hypertension.
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