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Interleukin-1+ (IL-1+) is a proinflammatory cytokine driving local as well as
systemic inflammation by binding to its specific receptor, IL-1R type I, on target cells.
In this study, we demonstrated that IL-1+ - also specifically binds to integrin, which
is known as a cell adhesion molecule. In addition, we showed that the integrin—-binding
site of IL-1+ is distinct from the IL-1R-binding site using mutagenesis. Furthermore,
we found that IL-1-+ - can activate MAP kinase pathway or NF- < B pathway in a manner
independent of binding to IL-1R.
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