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Abstract: Objective To study the relationship between the lipoprotein associated phospholipase A2 (LP-PLLA2) with the ca-
rotid plaques cerebral infarction,and study the predictive value of LP-PLLA2 in carotid artery plaque stability. Methods Ac-
cording to the results of color doppler ultrasound examination of carotid artery, 169 patients with cerebral infarction were
random divided into cerebral infarction with carotid plaques group (101 patients) and cerebral infarction without carotid
plaques group(68 patients) groups. According to the nature of plaque stability of carotid plaques. 101 cases of cerebral in-
farction with carotid plaques group was divided into plaques group 30 cases and 71 cases of unstable plaque group. Set
healthy control groups at the same time. Then detected level of LP-PLLA2 for each patient by the method of double antibody
sandwich enzyme-linked immunosorbent (ELISA). To evaluate the predictive value of LP-PLLA2 in carotid artery plaque sta-
bility by mapping the receiver-operating characteristic (ROC) curve. Results The level of LP-PLA2 (212.90+117. 69 ng/
mD in carotid plaques group were significantly higher than those without plaque group (127. 70+57. 96 ng/ml, t=3. 016, P
<C0. 01). Tt was not show significantly difference between no plaque group and healthy control group (108. 34 + 42. 58 ng/
ml, t=0. 779, P=>0. 05). But it showed significantly different between the unstable plaque group (236. 24 +128. 33 ng/ml
and stability plaques group (157. 65+59. 27 ng/ml, t=3. 442, P<0. 01). Conclusion The LP-PLLA2 of plasma could be in-
volved in the development of atherosclerosis plaques. The LP -P1LA2 can certain correlation with cerebral infarction of carotid
plaques,can well evaluate the stability of carotid plaques.
Keywords: carotid plaques;cerebral infarction; LP-PLLA2; plaque stability
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