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Role of long pentraxin 3 in inflammation-related diseases

Abstract
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Inflammatory disease is a common and high prevalence of disease in modern society. How to prevent the
occurrence of inflammation and improve the inflammatory state is a difficult problem now. Long pentraxin
3 (PTX3) is a new type of acute phase protein, with C-reactive protein (CRP) belongs to the long family of
pentamers. PTX3 is involved in inflammation, immunity, vascular remodeling, apoptosis and other biological
effects in a wide range. Studies have shown that compared with CRP, PTX3 can more quickly respond to local
inflammation, and its biological structure is more stable and easy to detect; it is expected to become more clinically
sensitive biological indicators for the diagnosis and treatment of inflammatory response.
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