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Pentraxin 3 as a cardiovascular biomarker

Norihiko Kotooka

Summary There is increasing evidence that inflammation plays a pivotal role in the pathophysiology
of cardiovascular disease. PTX3 shares its homology of the C-terminal domain with the classic short
pentraxin, a C-reactive protein (CRP). It has already been reported that CRP is a useful marker of
cardiovascular disease. Evidence has emerged of an association between PTX3 and cardiovascular
disease. Increased plasma PTX3 levels have been reported in patients with unstable angina and acute
myocardial infarction. PTX3 may also predict cardiovascular death and hospital admission in
patients with chronic heart failure. It has also been reported that PTX3 has cardioprotective and athero-
protective effects. A serious plaque burden and increased inflammation were demonstrated in
atherosclerosis model mice lacking PTX3. Thus, it could be reasonably expected to apply PTX3 to
therapeutic purposes. With that in mind, we have started to determine whether PTX3 in mouse ather-

osclerotic plaque might be noninvasively imaged by MRI using a molecular imaging technique.
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