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Interleukin-22/Interleukin-22 Binding Protein in Cardiovascular Disease
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[ Abstract] Cardiovascular disease is one of the most important diseases affecting human health, and inflammation plays an important

role in its occurrence and development. More than two decades of research have found that interleukin (IL) 22 is a “double-edged sword”,

with both protective and pathogenic effects in inflammation depending on the microenvironment of the disease. IL-22 can be neutralized by the

soluble receptor IL-22 binding protein (IL-22BP). In this review,we will summarize the results of previous studies on the role of 11.-22/1L-

22BP in cardiovascular disease.
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