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Rational medication of hypertension induced by anti-angiogenesis drugs
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[ Abstract] Hypertension is a common toxicity of anti-angiogenesis drugs, and mostly expresses as mild or moderate. Generally,

it can be controlled by standard antihypertensive treatment. However, the anti-tumor effect of anti-tumor drugs can be affected or even

interrupt therapy because of severe hypertension. Therefore, reasonable selection of antihypertensive drugs is of great significance for

the treatment of tumor patients. This paper mainly discusses the rational use of drugs in the treatment of hypertension induced by anti-

angiogenesis drugs, in order to provide reference for clinical medication.
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