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Mechanism of Hypertension Induced by Anti-Angiogenesis Targeting Drugs
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[ Abstract] Recently,new anti-tumor drugs,which are targeted at angiogenesis pathways , can significantly improve cancer survival, but

also cause cardiotoxicity in some patients. Hypertension is the most common side effects,and it is a risk factor for many cardiovascular diseases

as well. The article summarized the possible mechanisms of this kind of hypertension,including nitric oxide signaling pathway and endothelin-1

system, oxidative stress, abnormal vasomotor function, activation of PI3K/Akt pathway, salt-sensitive hypertension, and renin-angiotensin

system, elc.
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