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[Abstract] Vascular endothelial growth factor (VEGF)-targeted anti-cancer drugs are currently most used in the
targeted anti-cancer therapy, and widely used in tumors such as kidney cancer and colon cancer. VEGF-targeted drugs
are mainly divided into three classes: anti-VEGF monoclonal antibody, VEGF trap and tyrosine kinase inhibitor (TKI).
Although VEGF-targeted drugs have achieved the promising results, renal toxicity has been confirmed many times in re-
lated studies. Thrombotic microangiopathy (TMA) and minimally diseased nephropathy (MCD)/focal segmental glomer-

ulosclerosis (FSGS) are the two most common types of pathology. This article would review the mechanism by which

VEGF-targeted drugs cause two types of pathology.
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