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Fig.1 From angiotensin [ to angiotensin (1-7) : effect of drugs. This scheme illustrates the interactions between an-

giotensins, their forming enzyme and receptors. Solid and dashed lines indicate a positive or negative influence, respectively. An-

giotensin—converting enzyme (ACE) and its homologue ACE2, ATIR and AT2R are angiotensin Il type 1 and type 2 receptors,
Mas is Ang (1-7) receptor, ACEl is ACE inhibitor and ARB is AT1R blocker.
Shlomo keidar, et al. Cardiovascular Research. 2006, In Press
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