The complement system
The complement system is a part of the innate immune system that consists of a large number of plasma proteins. Initially, its major function was thought to be the elimination of pathogens in the innate immune system. However, complements were found to be involved in the pathogenesis of autoimmune diseases. The complement system is activated via three pathways, the classical, alternative and lectin pathways. In the classical pathway, the complement activation depends on IgG or IgM immune complexes. C1q binds to the IgG or IgM of immune complexes through the Fc portion. This is the initial trigger for the classical pathway. These three pathways lead to the activation of C3 convertase, and then this enzyme cleaves C3 into anaphylactic peptide C3a and opsonin C3b. The C3b finally generates C5 convertase, and then C5 cleaves into C5a and C5b. The C5b finally forms membrane attack complex (MAC) C5b-9, which can cause cell lysis. Both anaphylactic C3a and C5a can induce inflammation via the recruitment of neutrophils or macrophages, and C5a is a more powerful anaphylactic peptide than C3a in vivo.  
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