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[ ABSTRACT ] Alzheimer’s disease (AD) is not only a global major public health issue of
common concern, but also an increasingly serious social problem. Developing novel targets and
drugs in preventing or treating AD is an arduous task that remains to be overcome. More and
more studies show that central rennin-angiotensin system (CRAS) is closely associated with
AD. Based on related literatures, we reviewed the roles of Ang Il and its receptors (AT,R and
AT,R),Ang IV and its receptor (AT,R) as well as ACE in AD, and revealed potential targets, and
indicated new directions to developing drugs for AD.

[ KEY WORDS ] Alzheimer’s disease (AD);angiotensin Il type 1 receptor (AT,R);angiotensin
Il type 2 receptor (AT,R);angiotensin Il type 4 receptor (AT,R);angiotensin converting enzyme
(ACE)
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