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Value of serum sCXCL16 and AAT in diagnosing renal injury in patients with rheumatoid arthritis”
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Abstract: Objective  To investigate the value of serum soluble C-X-C motif chemokine ligand 16
(sCXCL16) and a-1 antitrypsin (AAT) in the diagnosis of rheumatoid arthritis (RA) patients with concurrent
kidney injury (KI). Methods A total of 129 RA patients admitted to Taizhou Hospital of Traditional Chinese
Medicine from June 2020 to December 2023 were selected as the research objects, who were divided into KI
group ( 33 cases ) and non-KI group ( 96 cases ) according to whether they were complicated with KI or not.
The serum levels of sSCXCL16 and AAT were detected,and the clinical data of patients were collected. Multi-
variate Logistic regression analysis was used to analyze the influencing factors of KI in RA patients. The re-
ceiver operating characteristic ( ROC ) curve was drawn to analyze the value of serum sCXCL16 and AAT in
the diagnosis of KI in RA patients. Results The age in the KI group was older than that in the non-KI group,
and the DAS 28 and serum sCXCIL16 level in the KI group were higher than those in the non-KI group,while
the serum AAT level was lower than that in the non-KI group,and the differences were statistically significant
(P<C0.05). Multivariate Logistic regression analysis showed that increased DAS28 score and elevated serum
sCXCL16 level were risk factors for KI in RA patients (P<C0. 05) ,and elevated serum AAT level was a pro-
tective factor for KI in RA patients (P <C0. 05). ROC curve analysis results showed that the area under the
curve(AUC) of serum sCXCL16 and AAT alone in the diagnosis of KI in RA patients was 0. 737 and 0. 729,
respectively. The AUC of combined ( parallel ) diagnosis of the two indicators was 0. 840, which was signifi-
cantly higher than that of serum sCXCL16 and AAT alone (Z=2. 211,2. 025,both P<C0. 05 ). Conclusion Ser-
um sCXCL16 level is increased and AAT level is decreased in RA patients, which are related to the occurrence
of KI,and the combination of serum sCXCL16 and AAT is of high value in the diagnosis of KI in RA patients.
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antitrypsin; diagnostic value
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