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[ Abstract] Objective To assess the relationship between interleukin—-23 (I1.-23) level and systemic lupus
erythematosus (SLE) by Meta—analysis. Methods ~We retrieved published research literatures on the correlation
between 11.-23 and SLE from the China Academic Journal Full-text Database (CNKI) , Wanfang Database, VIP
Full-Text Database and PubMed Database.The RevMan5.3 software provided by Cochrane was used for
Meta—analysis. Results A total of 18 articles involving 1481 patients were included. The results showed that 1L.-23
level in SLE group was higher than that in healthy group [standard mean difference ( SMD) = 2.80, 95%
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confidence interval (CI)  (1.72, 3.89), P<0.00001], and IL-23 in active SLE group was higher than that in
stable SLE group [SMD = 1.63, 95% CI (117, 2.08),

IL-23 between lupus nephritis group and renal unaffected group. There was no significant difference in 11.-23

P <0.00001]. There was no significant difference in

between SLE patients with positive anti—-dsDNA antibody group and negative anti—-dsDNA antibody group.
Conclusion The increase of I1.-23 may be related to the pathogenesis and degree of activity of SLE, while there is
no correlation between I1L.-23 with renal damage or anti dsDNA antibody. The results suggest that [L.-23 may be a

potential biomarker and candidate target of new biological agents for SLE. In the future,

it is still necessary to

expand the sample size, improve the quality of research, and further explore its pathophysiology.
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