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Serum IL-17 and IL-35 levels in patients with systemic lupus erythematosus and their correlations with
renal damage

ZHAO Mian,ZHU Gui-jin,ZHOU Lei

(Department of Rheumatology and Immundogy, General Hospital, Tianjin Medical University, Tianjin 300052, China )

Abstract Objective: To investigate the serum IL.-17 and IL.-35 levels in patients with systemic lupus erythematosus(SLE), explore the
effect of IL-17 and [L-35 on the pathogenesis of SLE and their relationship with renal damage. Methods: Serum IL.—17 and IL.-35 levels
were quantified using ELISA in 55 patients with SLE and 25 healthy controls, then the levels were compared between SLE patients and
healthy controls, active SLE patients and inactive SLE patients, and SLE patients with nephritis and without nephritis, the correlations
among serum [L.—17, IL-35 and SLEDAI scores in SLE patients were analyzed, and the relationship of serum 1L.—17 and IL-35 levels with
24-h proteinuria were also analyzed in lupus nephritis(LN) patients. Results: Serum 1L.-17 levels were significantly higher and 1L-35 levels
were significantly lower (P<0.01) in patients with SLE compared with healthy controls.And compared with inactive SLE patients, active SLE
patients had higher serum IL—-17 levels(P<0.01) and serum IL-35 levels were decreased in active SLE patients(P<0.01). A positive
correlation was observed between serum IL-17 levels and SLEDALI scores and IL-35 levels were negatively correlated with SLEDAI scores
in SLE patients. Furthermore, the expression of IL-17 and IL.-35 were negatively correlated with each other. Compared with SLE patients
without nephritis, serum IL-17 levels were significantly higher and 11.-35 levels were decreased in lupus nephritis(LN) patients(P<0.05).
Moreover, 24—h proteinuria was positively correlated with serum IL-17 levels and negatively with 11.-35 levels in LN patients. Conclusion:
IL~17 has strong proinflammatory effects and 11.-35 is identified as anti—inflammatory cytokines and they are strongly associated with each
other, serum IL.-17 levels increase and IL.-35 levels decrease in SLE patients, and the imbalance between 1L.—17 and 1L.-35 may be
involved in pathogenesis of SLE and renal damage.
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Tab 1 Comparison of serum IL-17 and IL-35 levels among different groups (x+s,pg/mL)
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Fig 1 Correlationsof serum IL-17 levels (A) and IL-35 levels (B)
with SLEDAI scores in SLE patients
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Fig 2 Correlation between serum IL-17 and IL -35 levels in SLE

patients
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Tab 2 Comparison of serum IL-17 and IL-35 between LN patients
and SLE without nephritis (x+s, pg/mL)

il LN & AEIN #E ¢ P
IL-17 148.89+17.87 138.24216.69 0.03 <0.05
IL-35 52.33+7.10 56.34+5.46 0.03 <0.05
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Fig 3 Correlationsof serum IL-17 levels(A)and IL-35 levels (B)with
24-h proteinuria in SLE patients with nephritis
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