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ABSTRACT: Mitogen-activated protein kinase (MAPK) signal transduction pathways are ubiquitous and highly evolutionarily con-
served mechanisms of eukaryotic cell regulation, controling essential processes in all eukaryotic cells, including cell proliferation, devel-
opment, differentiation, apoptosis and inflammation reaction. MAPK signaling cascades likely play an important role in the pathogenesis
of cardiac and vascular disease. Atherosclerosis is a chronic disease of the arterial wall, and a leading cause of death and loss of produc-
tive life years worldwide, while its molecular mechanism of development is unclear. Recently, more attention is paid to its functions in
the atherosclerotic development.
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