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Clinical Value of Detecting Serum Complement Factor B and Immunoglobulins in Patients with Ankylosing Spondylitis. Chen Binghua,
Wang Feng,Wu Lina et al. Department of Clinical Laboratory,Lihuili Hospital, Medical College of Ningbo University, Zhejiang 315040,
China

Abstract Objective To detect the serum levels of complement factor B and immunoglobulins in patients with ankylosing spondyli-
tis (AS), and analyze application value in the diagnosis and treatment of AS. Methods Immune rate nephelometry was used to detect
complement factor B and immunoglobulins on Immage® 800 Rate Nephelometer ( Beckman Coulter Inc. Brea, CA, USA) ,and HLA - B27
was measured in AS and health controls. Results The positive rate of HLA — B27 was extremely high in AS patients. Serum complement
factor B and immunoglobulins(IgA and IgG ) in AS patients were significantly higher than those of health controls( P <0.01). And the ele-
vated concentration of CFB in AS patients had no significant correlation with those of serum immunoglobulins, while there was certainly
positive correlation between the increased serum level of IgA and those of IgG. Conclusion Detecting the concentration of CFB and im-
munoglobulins (IgA ,IgG and IgM) provides an important basis for clinical diagnosis and treatment of AS.
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