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Advances in the Bradykinin-mediated Angioedema Caused by Cardiovascular and Diabetic Medications

LIU Yulong', SHU Bing*'[I.Department of Pharmacy, The People’s Hospital of Yingshang, Fuyang 236200, China;
2.Department of Pharmacy, The First Hospital Affiliated to University of Science and Technology of China(Anhui Provincial
Hospital), Hefei 230001, China]

ABSTRACT: Angioedema induced by renin-angiotensin-aldosterone system(RAAS) inhibitors is the result of increased
production or decreased degradation of bradykinin. Dipeptidyl peptidase IV inhibitors are a class of oral diabetic agents that
affect bradykinin and substance P degradation, therefore can lead to angioedema. Neprilysin inhibitors are a new type of
medications that has the potential to improve the outcome of cardiovascular disease and can further increase the risk of
medication-induced angioedema especially when combined with RAAS inhibitors. This review summarizes updated information
of epidemiology, mechanism, symptoms and treatment of angioedema induced by these medications, in order to provide
reference for the drug use.

KEYWORDS: renin-angiotensin-aldosterone system; dipeptidyl peptidase IV inhibitors; neprilysin inhibitors; bradykinin;
angioedema
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Fig. 1 Demonstration of the pathways involved in bradykinin-mediated angioedema
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