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Figure 1. Transition between the contractile phenotype (left) and synthetic phenotype (right) in vascular smooth

muscle cells.
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Figure 2. Schematic diagram illustrating pathways
controlling phenotype modulation in vascular smooth
muscle cells.
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[abstract]

Vascular smooth muscle cells are the main constitutive stromal cells of the vascular wall. They retain
plasticity, i.e. the switch from contractile to synthetic phenotype, and can modulate their phenotype during normal
development, the repair of vascular injury, and in disease states. The plasticity of vascular smooth muscle cells is
controlled by many transcriptional regulatory pathways. It is known that binding of serum response factor to the
CArG box sequences activates vascular smooth muscle cells-specific contractile genes.
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