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Association between lysophosphatidic acid,oxidized lowdensity lipoprotein and subtypes of cerebral infarction
Li Shiying ,Liu Meixiang , Xia Jing

(The Department of Neurology,Af filiated Hospital of North China Coal Medical College , Tangshan, Hebei 063000 ,China)

Abstract: Objective  To investigate the relationship between the concentration of lysophosphatidic acid (LPA) and oxidized
lowdensity lipoprotein(ox-LLDL) in blood and subtypes of cerebral infarction(CI). Methods One hundred and twenty-three patients
who were diagnosed as CI within 3 days after the attack. All the patients were divided into subgroups:once and once more CI, pro-
gressive and non-progressive CI,light,medium and severe CI. At the same time 50 patients who without ischemic cerebrovascular
disease were selected as control group. All the subjects were examined the levels of lysophosphatidic acid and oxidized lowdensity
lipoprotein. Results The levels of LPA and ox-LLDL in the patients of the CI group were significantly higher than those in the con-
trol group(P<C0. 05),and once CI group significantly higher than once more CI group, progressive CI group significantly higher
than non-progressive CI group,severe CI group significantly higher than light CI group. Conclusion The levels of LPA and ox-L.LDL
in the patients of CI are significantly high. the levels are correlated with subtypes of CI.

Key words: brain infarction;lysophospholipids;lipoproteins, LDL
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