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Angiotensin-( 1-12)/Chymase Axis:Novel Intracrine Mechanism for
Opening a New Era of Therapy
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[ Abstract ] With the gradual enrichment of the peptide spectrum of renin-angiotensin system, the traditional renin-angiotensin system
is undergoing major corrections. The study found that the currently widely used angiotensin system inhibitors have less beneficial effects in
the heart diseases than expected, and this leads to the new proposal of mechanism of angiotensin ]I formation mediated by non-renin
pathways, with high specificity and histo/cell dependence. This review addresses that angiotensin-(1-12) ,as a major endogenous substrate of
intracellular angiotensin [[ ,is independent of the circulating renin-angiotensin system,and chymase is as a key enzyme in the heart.
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Matrix Metalloproteinases in Cardiac Remodeling after Myocardial Infarction

SUN Yang
( Diagnostic Laboratory Service, Fuwai Hospital, National Center for Cardiovascular Disease, Beijing 100037, China)

[ Abstract ] Cardiac remodeling after myocardial infarction is closely related to heart failure and arrhythmia,and affects the prognosis of
patients. Matrix metalloproteinase( MMPs) is an important regulator of extracellular matrix components and plays an important role in cardiac
remodeling after myocardial infarction. To investigate the efficacy of MMPs as biomarkers for myocardial infarction or heart failure and its

prospect as therapeutic targets , the expression changes, detection methods and treatment status of MMPs in the process of cardiac remodeling

after myocardial infarction were reviewed in this article.
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