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[ Abstract] Objective To determine the differences in the expression of serum complement ( C ) and 1L-25 in systemic lupus
erythematosus (SLE ) involved with single or multi-organ systems, and analyze the correlation between serum C3, C4, CH50, 1L-25,
C-reactive protein ( CRP ) and anti-dsDNA antibody. Methods A total of 151 SLE patients were included in this study. According to
the organ involvement status, all patients were divided into the SLE alone (n = 58 ), SLE complicated with single organ injury (n =
67, 51 cases of lupus nephritis, 13 cases of blood system injury and 3 cases of other organ injury ), and SLE complicated with multi-
organ injury groups ( n = 26, 25 cases of lupus nephritis complicated with other organ injury and 1 blood system complicated with brain
injury ) . The levels of serum C3, C4, CH50, IL-25 and CRP, and positive rate of anti-dsDNA antibody were detected among three
groups. The correlation among these indexes was analyzed. Results There was no significant difference in the C4, CH50, IL-25 and
CRP levels among three groups. There were significant differences in the C3 level and positive rate of anti-dsDNA antibody among three
groups (all P <0.05) . In the multi-organ injury group, C3 level was significantly lower, whereas positive rate of anti-dsDNA antibody
was significantly higher compared with those in the remaining two groups (all P < 0.017 ) . Spearman rank correlation test indicated
that C3 level was positively correlated with C4 (. = 0.73, P < 0.001 ) and CH50 levels (r. = 0.81, P < 0.01 ), whereas negatively
correlated with TL-25 level (. = =0.14, P < 0.001 ) . Conclusions 1In SLE patients with multi-organ involvement, serum C3 level is
significantly decreased, whereas positive rate of anti-dsDNA antibody is significantly increased. Detection of serum complement levels
is of clinical significance for the prediction of multi-organ injury in SLE patients.
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