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significantly prolonged the life expectancy of cancer patients. Cardiovascular diseases have gradually replaced canc-
er as the leading cause of morbidity and mortality in cancer patients, Among these cancer patients. hypertension is
one of the most common cardiovascular diseases. Therefore, monitoring and managing blood pressure in cancer

patients is crucial to reducing the risk of cardiotoxicity caused by chemotherapy and the risk of cardiovascular dis-

eases.

In this review, we reviewed common antitumor drugs related to hypertension, including vascular endotheli-

al growth factor (VEGF) inhibitors, small molecule tyrosine kinase inhibitors, protease inhibitors, alkylating a-

gents, and immunosuppressants.

management advice of these antitumor drugs.

We also discussed epidemiology. underlying mechanisms, and corresponding

Finally, we discussed the blood pressure assessment and manage-

ment strategy for cancer patients using VEGF pathway inhibitors.
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Table 1 Incidence rate,mechanism and management of anti-tumor drug-related hypertension
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