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[Abstract] Objective

patients with systemic lupus erythematosus (SLE). Methods

To explore the expression level and clinical significance of apolipoprotein E (Apo E) in
From Aug. 2012 to May 2013,47 SLE patients and 40
healthy controls in the Second Affiliated Hospital of Hebei North University were enrolled and detected for serum
ApoE level by using enzyme linked immunosorbent assay (ELISA). Patients were divided into different groups ac-
cording to clinical indicators, and data were statistically analyzed. Results Compared with healthy controls, ApoE
level of SLE patients were increased [ (15. 244, 4)pg/mL wvs. (8.6=+3.3)pg/mL.P<C0.05) ],and activity SLE pa-
tients higher more pronounced than inactivity [ (18.3+6. 1)pg/mL ws. (14. 25, 7) pg/mL, P<0. 05]. ApoE levels
of patients with or without nephritis were higher than healthy controls (P<C0. 05),but no statistically different be-
tween the two patient groups (P>0. 05). ApoE of anti-dsDNA antibody positive SLE patients were marked in-
creased ,compared with anti-dsDNA antibody negative patients [ (17. 9 5. 8) pg/mL wvs. (13.9=+4. 7) pg/mL, P<
0.05)]. Conclusion ApoE could be used as an effective indicator of disease activity in patients with SLE,and provide
certain theoretical basis for immunotherapy of disease.
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