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[Abstract] Objective To detect the changes of serum markers and Clq antibody (Anti-Clq) in patients with
systemic lupus erythematosus (SLE),and to discuss the clinical significance. Methods 104 cases of SLE patients
(SLE group) and 100 cases of healthy people (normal control group) were selected as research objects. The serum
levels of Anti-Clq,double-stranded DNA antibodies (dsDNA antibodies) ,some other related autoantibodies and bio-
chemical markers of the two groups were detected, and the results were analyzed. Results Comparing with normal
control group, TG level of SLE group was increased [ (3. 89=+0. 65)mmol/L ws. (1.12240.48)mmol/L,P<0.05],
HDL level was depressed [ (0. 8 +0. 2) mmol/L wvs. (1.2=+0. 3)mmol/L, P<C0. 05], hs-CRP level was increased
[(5.5+1.4)mg/L wvs. (0.940.6)mg/L,P<C0.05],C3 level was depressed [(87. 6= 14. 7)mg/L wvs. (128. 2+
20.3)mg/L,P<C0.05],and C4 level was depressed [ (16.244.8)mg/L vs. (29.1+7.4)mg/L,P<C0.05]. The ser-
um Anti-Clq level of SLE group was significantly higher than that of normal control group [ (44 4+20) U/mL ws.
(6.541.8)U/mL,P<C0.05]. In SLE group,the serum Anti-Clq levels of patients with active SLE was significantly
higher than that of patients with non-active SLE (P<C0. 05) , which of lupus nephritis (LN) patients was significantly
higher than that of non-lupus nephritis patients (P<C0. 05),and which of patients with positive dsDNA antibodies
was significantly higher than that of patients with negative dsDNA antibodies (P<C0. 05). Conclusion The abnormal
expression of Anti-Clq would help to diagnose active SLE and LN.
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