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ABSTRACT: Angiotensin II, the effector molecule of the renin-angiotensin system, has profound effects on endothelial and smooth
muscle cells. These effects are not only hemodynamic in nature, but also angiotensin II has considerable pro-oxidant and
proinflammatory effects by binding to its type 1 receptor angiotensinll activates NADPH oxidase and induces redox signalling in both
endothelial cells as well as leucocytes. Angiotensin Il stimulates the formation of proinflammatory cytokines from the vasculature,
Angiotensin II and glucose share components of their intracellular redox signaling pathways in endothelial and inflammatory cells. Thus
can be seen angiotensin II Participated in the comprise inflammation, thrombosis, and cell proliferation through stimulation of production
of cytokines and growth factors, angiotensin II of these effects associated with insulin resistance, oxidative stress and endothelial cell
injury are closely linked, and the application of RASS inhibitor can effectively slow the progression of cardiovascular and
cerebrovascular diseases, suggestive evidence for this notion is the impressive beneficial effect of pharmacological interference with the
renin-angiotensin system in large vessel disease.
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