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[Abstract] Antitumor drug-related hypertension is a common and important complication in cancer therapy, yet its underlying
mechanisms have not been fully elucidated. Studies indicate that anti-angiogenic drugs, small molecule tyrosine kinase inhibitors, and other
anti-tumor drugs can increase the risk of hypertension through mechanisms such as vascular endothelial growth factor inhibition, renin-
angiotensin system activation, renal injury and sodium retention. This review summarizes the pathogenesis and management strategies of
antitumor drug-related hypertension, aiming to provide insights for clinical practice and future research.
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Table 1 Comparison of the characteristics of hypertension caused by different types of anti-tumor drugs

P VEGF Hi4it  JURERSEAST 30%~80% I NO ARk, BT-1 392, A Wds; ' NEREi S AR
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CDK4/6 fi7  WRAHVEA] 10%~20% MR NVEAN IR KN, AR EYTK [SIER CAN IR TA]

QPR A AR I EAER AT 5%~15% T A0S RIS 28 0L, SO R T BB 07 AT N B W] SRR, A If LR

VEGF: vascular endothelial growth factor CIfiLE N 4K F) : NO: nitric oxide (—%4L%() ; ET-1: endothelin-1 (P EEH-1) ;
VEGFR-TKI: VEGFR tyrosine kinase inhibitor (VEGFR BRZ R IEEGHIHI) : RAS: renin-angiotensin system (B #&- M RKERG) ;
CDK4/6: cyclin-dependent kinase 4/6 (4 fitd J&] H £& 11 4 i 12 B8 4/6)
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