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The role of PTX3 in the pentraxin family

Koji Maemura” and Taro Shiga”

Summary C-reactive protein (CRP) is an established marker for predicting cardiovascular events.
The long pentraxin 3 (PTX3) shares a structural homology with CRP and is produced abundantly by
vascular endothelial cells and macrophages, while CRP is mainly produced in the liver. Thus
PTX3 is expected to be a more specific marker for cardiovascular inflammation. We examined plasma
PTX3 and serum CRP levels in 259 consecutive patients who underwent coronary angiography. The
correlation between the concentrations of PTX3 and CRP was very low (Spearman's o =0.177),
suggesting that PTX3 is independent of CRP as a marker for cardiovascular events. Among all enrolled
patients, levels of PTX3 but not CRP were significantly higher in the acute coronary syndrome group
than in other groups. In conclusion, PTX3 may reflect active inflammation that leads to plaque ruptures
more specifically than CRP.
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I. Pentraxin Superfamily
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PC - + -
PE - - +
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LPS - - +
OmpA + NT NT
Complement components:
Clq + + +
C4b-binding protein - - +
Cytokines — Growth factors:
FGF2 + +/— NT
IL-1; other growth factors, cytokines and chemokines - NT NT
Matrix proteins:
TSG6 + NT NT
Laminin - + +
Type IV collagen - - +
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Hyaluronic acid NT NT
Microbes:
Aspergillus fumigatus + + NT
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Zymosan + + +
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