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A therapeutic drug for the treatment of neovascular (wet) age—related macular degeneration and diabetic

macular edema: faricimab
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[Abstract] Faricimab is a bispecific antibody that specifically inhibits vascular endothelial growth factor-A (VEGF-A) and
angiopoietin—2 (Ang-2) which can enhance efficacy and extend the administration interval. It is used to treat neovascular
(wet) age-related macular degeneration (nAMD) and diabetic macular edema (DME). Faricimab was approved in the United
States on January 28, 2022, and was subsequently approved in Japan, the United Kingdom and Canada. This article provides
an overview of the pharmacological mechanism, pharmacokinetic characteristics, clinical efficacy and safety of faricimab to
provide reference for its clinical application.
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