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Abstract: With the continuous development of precision targeting medicine, antiangiogenic drugs have achieved
good therapeutic effects in the treatment of advanced cancer, but renal injury and other adverse reactions often

occur during the use, which reduce the quality of life of patients. This article reviews the mechanism of renal
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injury induced by antiangiogenic drugs and the potential relation between renal injury and prognosis.
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A 05T D a2 B R S 2 iR T RO . T
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Table 1 Common manifestations of renal injury with VEGF-inhibitors

Medicine Mechanism Incidence of renal injury (proteinuria) Reference
Bevacizumab Monoclonal antibody All grades: 8.2% (n=8917), =G3: 1.4% [9]
mCRC All grades: 25.6% (n=21902), =G3: 1.8% [10]
All grades: 48%" (n=50) [11]
Aflibercept Recombinant protein mCRC All grades: 30.6% (n=60), =G3: 9.7% [1]
mCRC All grades: 18% (n=111), =G3: 9% [12]
TKIs
Sorafenib Multitargeted TKI HCC All grades: 11.6% (n=1468); =G3: 0.9% [15]
HCC All grades: 11% (n=475), =G3: 2% [16]
Sunitinib Multitargeted TKI RCC All grades: 4.2%" (n1=450) [18]
Axitinib Multitargeted TKI RCC All grades: 23.3% (n=356) [19]
RCC All grades: 17.5% (=439), =G3: 2.8% [20]
Cabozantinib Multitargeted TKI RCC All grades: 11% (n=331), =G3: 2% Eﬂ

MTC: one case (n=214)

Notes: a: electrolyte derangements, elevated urinary protein to creatinine ratio; b: renal or urinary tract disorder; c: elevated creatinine; HCC:

hepatocellular carcinoma; mCRC: metastatic colorectal cacinoma; RCC: renal cell cacinoma; MTC: medullary thyroid carcinoma.
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