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Abstract : Objective To detect the plasma interleukin (IL)-31 and IL.-6 levels in the patients with system-
ic lupus erythematosus (SLE) and to investigate the relationship between IL-31 with autoantibodies.
Methods

plasma IL.-31 level was measured by ELISA. The plasma IL.-6 level was detected by electrochemiluminescence

Forty-two cases of SLE and 25 people undergoing healthy physical examination were selected. The

method. The ANA level was detected by the indirect immunofluorescence method. The autoantibodies [ ds-
DNA, anti-Sm antibody,anti-Sjogren’s A antibody,anti-Sjogren’s B antibody, anti-ribosome P antibody, anti-
Sjogren's Ro-52 (anti-Ro-52) antibody,anti-histone antibody,anti-nucleosome antibody,anti-ribonucleoprotein
(anti-RNP) antibody, topoisomerase I antibody,centromere antibody,anti-centromere B antibody | were detec-
ted by western blot. Results The levels of 11.-31 and 11.-6 in the SLE group were significantly higher than those in
the healthy control group (P<Z0. 05). No significant correlation was detected between plasma I1.-31 level and 11.-6 lev-
el in the patients with SLE. The I1.-31 levels had statistical difference between the anti-Sm antibody positive group and
negative group,between the anti-Ro-52 antibody positive group and negative group,between anti-RNP antibody posi-
tive group and negative group (P<C0. 05). Conclusion II.-31 may participate in mediating SLE pathogenesis. The pe-
ripheral blood 11.-31 and autoantibodies detection is conducive to diagnose SLE.
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