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[ Abstract ] Vascular damage is followed by vascular endothelial growth factor (VEGF) expression at high levels,
which is an important mechanism for cerebral radiation necrosis (CRN) development. Antiangiogenic agents (Bevacizumab)
alleviates brain edema symptoms caused by CRN through inhibiting VEGF and acting on vascular tissue around the brain ne-
crosis area. Many studies have confirmed that Bevacizumab effectively relieves symptoms caused by brain necrosis, improves
patients’ performance status and brain necrosis imaging. Considering that the efficacy of antiangiogenic therapy is mainly
related to the duration of drug action, low-dose antiangiogenic agents can achieve favorable efficacy. Prevention is the best
treatment. The occurrence of CRN is associated with tumor-related factors and treatment-related factors. By controlling these
factors, CRN can be effectively prevented.

[ Key words ] Radioactive brain necrosis; Antiangiogenic drugs; Bevacizumab; Expert consensus
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