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The effect of AIM for periodontitis and body
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Macrophage made an apoptosis inhibitor of macrophage (AIM) in the
atherosclerotic plague. AIM that was produced from periodontal tissue in periodontitis has the
possible of potential clinical maker detecting periodontitis and inducing factor for
atherosclerosis. The purpose of this research is to determine a role for AIM in periodontitis.
Inflammation inhibited a cell adhesion in HUVEC. It induced that monocytes in blood recruited into
an intima of a blood vessel. In addition, it made a foam cell formation in intima.

Recent studies revealed that IL-17A was secreted from Thl7 cells in this process related an
expression of cell adhesion factors. We focused on a role of IL-17A in this research.

The result indicated that IL-17A induced increasing an expression of cell adhesion factors in HUVEC
and monocytes, and induced developing atherosclerosis.
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