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Figurel Signaling pathway of angiotensin Il type 1 receptor leading to atherogenesis.
AT1R: angiotensin Il type 1 receptor, CREB: cAMP response element binding protein,
EC: endothelial cell
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Figure2 Inhibition of angiotensin Il-induced
interleukin-6 expression by thyroid hormone.
Thyroid hormone (T3) attenuated angiotensin -
induced interleukin-6 (IL-6) expression in vascu-
lar smooth muscle cells.
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Figure3 High glucose-induced expression of monocyte chemoat-
tractant protein-1 (MCP-1) mRNA was inhibited by angiotensin I
receptor blocker (ARB). Three different ARBs (1-3) were used to
confirm the result.
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Recent studies have indicated that angiotensin (Ang) Il accelerates atherogenesis and diabetic vasculopathy, which
involves inflammatory blood vessel response. It is generally accepted that reactive oxygen species (ROS) derived from NA-
DPH oxidase play an important role in atherogeness acceerated by Angll. ROS quench nitric oxide leading to endothelial
dysfunction and high blood pressure. ROS induce expression of cytokine and adhesion moleculesin the blood vessel through
activation of transcription factors such as NF-kB and cAMP response element binding protein. Rho-kinase, a downstream
molecule of Rho small G protein, isalso involved in cytokine production by Angll. These data suggest that inhibition of the
renin-angiotensin system may be beneficial for the treatment of atherosclerotic cardiovascular diseases. Inhibitors for NF-
kB, CAMP response element binding protein or Rho-kinase are also promising drugs for the treatment of atherosclerosis

(JJpn Call Angiol, 2009, 49: 287-292)
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