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[ Abstract)
merular Mesangial region. IgA deposited in the mesangial area is mainly composed of the polymer IgAl, polymeric

IgA nephropathy is a primary glomerular disease characterized by IgA or IgA deposition in the glo-

IgAl and antiglycan antibody form an immune complex to activate the complement system. Complement system mainly
involves alternative pathway and lectin pathway in the pathogenesis of IgA nephropathy and plays an important role. The
alternative pathway products of factor H, factor B and lectin pathway products of mannose-binding lectin (mannose-bind-
ing lectin, MBL), fibrinogen ficolin and mannose-binding lectin-associated serine protease are involved in the formation
of mesangial immune deposits, but their role in the disease has not been elucidated. It has potential to treat I[gA nephropa-

thy by inhibiting complement activation, and a series of clinical trials have been carried out. This article reviews the
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progress of complement activation in IgA nephropathy in recent years.
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