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[Abstract] Objective To detect and analyze the levels of anti-C1q antibody and blood lipids in serum
from patients with systemic lupus erythematosus (SLE) and rheumatoid arthritis (RA), to explore the significance
of anti-Clq antibody in judging the activity of SLE and RA, and to observe the level of blood lipids in SLE and
RA patients. Methods Serum from 70 SLE patients (including 36 cases in active stage and 34 cases in
remission stage) and 62 RA patients (including 32 cases in active stage and 30 cases in remission stage) who were
inpatients and outpatients in Tianjin Medical University General Hospital from June 2016 to March 2017, and
from 30 healthy volunteers in physical examination center of the hospital from September 2016 to March 2017
were tested and analyzed. The level of anti-Clq antibody was detected by enzyme linked immunosorbent assay
(ELISA). The levels of blood lipids [including total cholesterol (TC), triglyceride (TG), low-density lipoprotein
cholesterol (LDL-C), and high-density lipoprotein cholesterol (HDL-C)] were measured by enzyme colorimetry.
The above indices in each group were compared, and the correlation between anti-Clq antibody and observed
indexes was analyzed. Results The levels of anti-Clq antibody and TG in SLE patients were higher than
those in control group. The level of anti-Clq antibody in SLE active patients was higher than that in remission
group (kU/L: 13.47+9.58 vs. 6.37+4.12, P < 0.01). The HDL-C level of SLE patients in active group was lower
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than that in control group and remission group (mmol/L: 1.02£0.31 vs. 1.3140.42, 1.29+0.51, all P < 0.05).
The level of TG in RA active patients was higher than that in control group and remission group (mmol/L: 1.55+1.12
vs. 1.17£0.21, 1.02 +0.37, both P < 0.05). The level of HDL-C was lower than that of control group and remission
group (mmol/L: 0.91 +0.24 vs. 1.31+0.42, 1.27 +0.46, both P < 0.05). Anti-Clq serum antibodies in SLE patients
were negatively correlated with the levels of C3, C4 and HDL-C (r = -0.640, —0.479, -0.361, P = 0.006, 0.008, 0.009).
In addition, it was positively correlated with ESR, CRP, anti-dsDNA antibody and TG (r = 0.257, 0.272, 0.424, 0.237,
P =0.031, 0.037, 0.008, 0.044). Serum anti-C1q antibody level in RA group was negatively correlated with C3 and
C4 (r = -0.394, -0.267, P = 0.009, 0.043), but not correlated with the levels of blood lipids. Conclusions The
detection of serum anti-C1q antibody is helpful to judge the activity of SLE. Significant dyslipidemia in patients with

SLE and RA could be observed.
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