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[Abstract] Objective;: The mRNA expression level of mitogen-activated protein kinase-activated
protein kinase 2 (MK2) was detected in the aortic wall of rabbit atherosclerosis model, in order to
investigate the role of MK2 in the pathogenesis of atherosclerosis, Methods: Sixteen male New Zealand
white rabbits were randomly divided into control group and atherosclerosis group. The control group
were given normal diet for 14 weeks, and the atherosclerosis group were given the high fat diet for 14
weeks. Serum lipids and body weights were measured before and after experiments. MK2 mRNA
expression in aortas was evaluated by real-time quantitative PCR, and the histopathological changes of
the aortas were analyzed at the end of the study. We analyzed the correlation between MK2 mRNA
expression and plaque area, as well as intimal thickness of the rabbit aortic wall.  Results: Compared
with the control group, the TC, LDL-C, TG levels of atherosclerosis groups were significantly
increased, and so were aortic plaque area and intimal thickness, The relative expression of MK2 mRNA
of atherosclerosis groups was 19. 46 + 8. 16 times more than the control group (P<C0. 01). MK2
mRNA relative expression was positively correlated with plaque area (r=0.941, P<{0.01) and intimal
thickness (» = 0, 918, P << 0. 01). Conclusion; MK2 may be involved in the pathogenesis of
atherosclerosis at the transcriptional level. ‘
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