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Associated factors with _cerebrospinal fluid cytokine levels in patients with
neuropsychiatric systemic lupus erythematosus
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Autoantibodies (autoAbs) and inflammatory mediators (IMs) in cerebrospinal
fluid (CSF) may be involved in the pathogenesis of neuropsychiatric systemic lupus erythematosus
(NPSLE). We examined combined effects of CSF anti-N-methyl D-aspartate receptor NR2 subunit (NR2) Ab

and anti-ULRNP Ab on IMs in patients with NPSLE. CSF samples were collected from 69 patients with
acute-phase NPSLE and 13 non-NPSLE controls. Levels of IL-6, IL-8, and monokine induced by IFN-y
(MIG) in CSF were measured by quantitative multiplex cytokine analysis. Elevated CSF IL-6 and IL-8
levels were mainly associated with anti-NR2 and ULRNP Ab positivity, respectively. CSF IL-6, IL-8
and MIG levels were higher in CSF anti-NR2 and anti-ULRNP Ab double positive group than in anti-NR2
Ab-positive alone group. Therefore, CSF anti-NR2 and anti-ULRNP Abs have combined effects on the
elevation of CSF IL-6 and MIG levels in patients with NPSLE.
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HA 72 E D inflammatory mediators (IMs), iii) L&A BE P9 (Blood Brain Barrier: BBB) ™% i@ 4, 72
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RIGRE T, PR 34.913.6 1k, B ot =9:60, SLE OMRHIFIL 5.06.1 4, ¥
SLEDAI % 12.3%6.5 4- Tho7z, FFIER, B BEAT HARIE 84.1% TSN TR i
HIFEIE 11.6% CTHFAE I T, FARAPFRAER 13V — 7 RFEIR Y 21.8% , FBAIBETE 12.6% ., Ko7 FE
E12.6%. (FWIAFEIE 10.3% ., BPEEAZIREE 10.3%., /L—7 ZREMIG 9.2% 728 D3N @BHE Th
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ATz, FEBE, DP & aNR2 L& LG L7356, BBB D@ MECHT NR2 HLIAMI S HE G272 B 21T
HT&ERpo72b DD, DP TILEET 255V EEE/eHHE 2350 . BBB O (Qalb) &
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