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Effect of lysophosphatidic acid on vascular inflammatory reaction after carotid injury in rats

SHEN Xu—hui, ZOU Jian—jun, LI Fu—yong. The Third Department of Neurosurgery, The People’s Hospital of Liaoning Province,
Shenyang 110016, China

[Abstract] Objective To research effect of lysophosphatidic acid (LPSA) on vascular inflammatory reaction in rats with carotid
injury. Methods Twenty—four SD rats were randomly divided into three groups of 8 animals each, i.e. sham operation group, model
group, and LPSA treatment group. The unilateral carotid artery injury model was built in the model and LPSA treatment groups, in which
100 ! phosphate buffer and LPSA were injected into the injured carotid arteries respectively. The left external carotid artery and its
branches were ligated only in the sham operation group, in which the rats did not receive drug treatment. The rats were sacrificed in
order to take the injured carotid arteries in all the groups 14 days after the establishment of the model. The histological changes in the
injured carotid arteries were observed by microscope after HE staining. The expression level of toll like receptor 4 (TLR4) protein and
mRNA in the carotid arteries were determined by immunohistochemical test, Western blot test and RT-PCR test respectively in all the
groups. Results The inflammatory reaction was more significant in LPSA group than that in the model group, in which the inflammatory
reaction was more significant than that in the sham operation group. The expression levels of TLR4 protein and mRNA were significantly
higher in LPSA group than those in the model group (P<0.05), in which the expression levels of TLR4 protein and mRNA were
significantly higher than those in the sham operation group (P<0.05). Conclusion That LPSA can promote inflammatory reaction after
the carotid injury may be produced by the upregulation of expression level of TLR4 protein and mRNA in the injured carotid arteries
caused by LPSA in the rats.

[Key words] Carotid injury; Inflammatory reaction; Toll like receptor 4; Lysophosphatidic acid; Expression; Rat
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