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[Abstract] Objective To investigate the correlation between in the low density lipoprotein (ox-.DL),
lipoprotein associated phospholipase A2 (Lp-PLLA2) and carotid atherosclerosis, the neurological deficits in pa-
tients with acute ischemic stroke. Methods 135 patients (ACI group) with acute cerebral infarction were trea-
ted in neurology department and 150 cases (control group)of healthy population at the center of physical exam-
ination were collected from July 2015 to July 2016, the ox-ILDL and the Lp-PLLA2 and other blood lipids were
tested and compared between the ACI group and control group. In the mean time. all selected cases were divid-
ed into the nonplque group, the stable plaques group and unstable plaques group according to carotid artery ul-
trasonography, the ox-ILDL and the Lp-PILA2 and other blood lipids were tested and compared among the non-
plque group, the stable plaques group and unstable plaques group. all selected cases were divided into the mod-
erate group,the minor group and severe group according to the NIHSS, the ox-I.DL and the Lp-PILA2 and oth-
er blood lipids were tested and compared among the moderate group, the minor group and severe group. Results

The serum ox-LLDL and Lp-PLA2 levels in ACI group were higher than those in the control group (P<C
0.01); the serum ox-LDL, Lp-PLLA2 levels were significantly higher in the nonplque group, the stable plaques
group than those in theunstable plaques group (P<C0. 05), the serum ox-LLDL, Lp-PLLA2 levels were signifi-
cantly higher in the unstable plaques group than those in the stable plaque group (P<C0. 05), the serum ox-

LDL and Lp-PLA2 levels were significantly higher in the moderate group, severe group than that in the minor
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group (P<0.05), the serum ox-LLDL. and Lp-PLLA2 levels in the severe group were significantly higher than

that in the moderate group (P<Z0. 05). Conclusion In patients with ischemic stroke, the serum ox-LLDL and

Lp-PLLA2 levels were considerably higher, and it reflected the degree of carotid atherosclerosis and the degree

of neurological deficit. the serum ox-LLDL and Lp-PLLA2 levels could be acted as the serum markers of acute is-

chemic cerebrovascular disease, and it had the clinical significance in assessing the condition and prognosis of a-

cute ischemic cerebrovascular disease.
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