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[ Abstract ] Angiotensin Angll, a linear small peptide,which is composed of eight amino acids, is the main effectors
of renin-angiotensin systen (Renin-angiotensin system, RAS). Angll, a main biopolypeptide of the RAS, has important patho-
physiologic in effects participating in cardiac hypertrophy, vascular cell proproliferation, inflammation and tissue remodeling
through G-protein-coupled receptors. In recent years, Ang II can promote tumor cell proliferation, tumor vessel formation and
inhibit the differentiation of the tumor cells. This suggests that inhibit the production of AnglI or block its effect is expected to

become a new measure for the treatment of malignant tumors. This article reviews the advances in research on the relationship
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between AnglI and its receptor and malignant tumor in recent years.
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HEWT A 10K Angl . M4 KTk R FE 40l (angiotensin
converting enzyme, ACE ) f&—FP#¥ 4 Jm & [1F, T 2474
A N R AR, T ITE R AL O, A
FM B bR R SRR 2B L AngT L7 AR 1 55 I i
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