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[Abstract] Objective To investigate the relationship between carotid artery stenosis and plasma pen-
traxins (PTX3) and lipoprotein- associated phospholipase A2 (LLP-PLLA2) in patients with acute ischemic
stroke (AIS). Methods According to the results of whole cerebral angiography, 127 patients with AIS were
divided into AIS with carotid artery stenosis group (7 =97) and AIS without carotid artery stenosis group (n=
30). The degree of carotid stenosis was divided into mild stenosis group (n=32), moderate stenosis group (n
=32) and severe stenosis group (n=233), and 62 healthy controls were selected in the same period. The plas-
ma levels of PTX3 and LLP-PLLA2 were measured by enzyme-linked immunosorbent assay (Elisa), and the lev-
els of PTX3 and LP-PLLA2 in AIS group were compared. The levels of plasma PTX3 and LP-PLLA2 in control
group and mild, moderate and severe carotid stenosis groups. Logistic regression analysis was used to examine
the effect of serum PTX3 and LP-PLA2 levels on the degree of carotid artery stenosis in AIS. Results The
levels of plasma PTX3 and LP-PLA2 in AIS with carotid stenosis group were higher than those in control
group and non-carotid stenosis group (P<C0. 05). The levels of recombinant plasma PTX3 and LP-PLA2 in
AIS with severe carotid stenosis group were higher than those in moderate stenosis group and mild stenosis
group (P<C0.005), and the levels of plasma PTX3 and LP-PLA2 in high NIHSS score group were higher than
those in low group (P<C0. 005). Multivariate Logistics regression analysis showed that PTX3 and LP-PLLA2
were independent influencing factors of AIS and carotid stenosis. Conclusion The level of plasma PTX3 and
LP-PLLA2 expression in patients with AIS is closely related to carotid artery stenosis and the severity of neuro-

logical impairment.
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