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Abstract : Bevacizumab is the first monoclonal antibody of anti-angiogenesis agents in the
global ,which was approved for salvage therapy of glioblastoma by U.S. Food and Drug Ad-
ministration in 2009. Afterwards,more and more researchers have focused on the treatment
of bevacizumab for newly diagnosed glioblastoma,but the latest studies do not support its use

for the first-line treatment of glioblastoma.
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