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[ Abstract |

Ang-(1-7)and Ang IT are 2 important members of RAS which play roles though MAS

receptor and AT1 receptor. There are complicated interactions between Ang-(1-7) and Ang II, but the

mechanism involved has not been completely elucidated. The 2 receptors interaction in cells and tissues

which one of the possible mechanisms is the oligomerization of receptors.
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