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In genetic studies of complement, C4 is one of the component

that has attracted most attentions. It is coded for by genes of the



major histocompatibility complex (MHC), linked between HLA-B and HLA-
D/DR related to the immune response gene (8). In addition, the fourth
complement component coded for by two closely linked loci, C4A and
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to associate with diseases and may be attributable to increase
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