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Abstract

Angiotensin converting enzyme 2(ACE2) is ubiquitously expressed in human tissues, particularly

in the cardiovascular system. The one of physiological function of ACE2 is mainly to convert angiotensin II( Ang-

ID into angiotensin 1 —7(Ang-1—7) and plays a key role in inhibiting atherosclerosis. However, the mechanisms

behind cannot be fully revealed by this doctrine alone. So it is necessary to gain insight into ACE2 from more per-

spectives. This review will focus on the recent progress of ACE2 in atherosclerosis.
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Figure 1 ACE2 in atherosclerosis
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