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Abstract : In this paper, we provide an overview of the seven major opsonins, including complement (C3b, C4b,

and iC3b) ,

antibody, C - reactive protein,

serum amyloid, mannose — binding lectin,

surfactant protein and

fibronectin, as well as the opsonic function of low — density lipoprotein and high — density lipoprotein. The

prospects for the new concept of immune response are also mentioned.
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