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Abstract Recent experimental and clinical researches found that renin — angiotensin system ( RAS) took part in the onset and

process of many cardiovascular and renal diseases by activating inflammation. Angiotensin(1 —7), the new family member of RAS, has

been found to have important biological functions. The influence of angiotensin(1 —7) and its synthesize enzyme

ting enzyme 2( ACE2) and its receptor

angiotensin conver-

Mas, which is called ACE2 — Ang(1 —7) — Mas axis, on cardiovascular and renal diseases,

especially inflammation - related ones, got more and more attention. This review summarized the effect of ACE2 — Ang(1 —7) — Mas axis

in inflammation and the macular mechanism involved in.
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