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Abstract : Objective To investigate the changes and clinical significance of serum CC chemokine ligand 18
(CCL18) and pentraxin 3 (PTX3) in patients with rheumatoid arthritis-associated interstitial lung disease
(RA-ILD). Methods A total of 82 patients with RA who hospitalized and visited in the outpatient department
of the hospital from January 2020 to January 2022 were included as the research objects. According to the re-
sults of chest high-resolution CT examination, RA patients were divided into RA-ILD group (25 cases) and
non-1LD group (57 cases). Forty healthy subjects with normal chest CT examination in the same period were
selected as the control group. Serum levels of CCLL18 and PTX3 were detected by enzyme-linked immunosor-
bent assay. The serum levels of CCL18,PTX3,rheumatoid factor (RF),C-reactive protein (CRP) ,erythrocyte
sedimentation rate (ESR) ,anti-cyclic citrullinated peptide (anti-CCP) antibody,and pulmonary function indi-
cators [ forced expiratory volume in one second to forced vital capacity (FEV,/FVC),carbon monoxide disper-

sion (DLCO) ], disease activity of 28 joints (DAS28) score, etc. The correlation between serum CCL18 and
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PTX3 levels and other clinical indicators in patients with RA were analyzed. Receiver operating characteristic
(ROC) curve was used to analyze the diagnostic value of serum CCL18 and PTX3 for RA-ILD. Multivariate
The lev-
els of ESR, CRP, RF and anti-CCP antibody in RA-ILD and non-ILLD group were significantly higher than
those in control group,and the differences were statistically significant (P <C0. 05). Compared with non-1LLD
group,the course of disease was longer,DAS28 score and CRP level were increased,and FEV,/FVC and DL-

Logistic regression was used to analyze the influencing factors of the occurrence of RA-ILD. Results

CO were decreased in RA-ILD group,and the differences were statistically significant (P<C0. 05). The serum
levels of CCLL18 and PTX3 in RA-ILD group were significantly higher than those in non-1LLD group and control
group, the differences were statistically significant (P <C0. 05). The serum levels of CCLL18 and PTX3 in non-
ILD group were significantly higher than those in control group, the differences were statistically significant
(P<C0. 05). Spearman correlation analysis showed that serum CCL18 level was positively correlated with
PTX3 level in RA patients (#=0.631,P<C0. 001),and serum CCL18 level was positively correlated with RF
level in RA patients (r=0. 428,P<C0. 05). The area under the curve (AUC) of serum CCL18 for diagnosing
RA-ILD was 0.739, the AUC of serum PTX3 for diagnosing RA-ILD was 0. 757. The course of disease,
FEV,/FVC,DLCO.DAS28 score, CRP,CCL18 and PTX3 levels were independent influencing factors of the

occurrence of RA-ILD (P <C0. 05). Conclusion

The serum levels of CCLL18 and PTX3 are increased in patients

with RA-ILD. The combined detection of serum CCL18 and PTX3 has high clinical diagnostic value for RA-ILD.
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