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Abstract

e Wet age - related macular degeneration is the leading
cause of the severe, irreversible vision loss in individuals
over the age of 65 years. Anti- VEGF therapy has been
shown to play a key role in the pathogenesis of wAMD,
which is the front-line therapy admittedly. It has no clear
steady curative effect for some patients even if they
accepted repeating Anti- VEGF therapy. For the purpose
of visual acuity improved more, a steady flow of new
therapy has emerged, such as function towards the same
or different targets of antiangiogenesis, consolidating the
effect by combination therapy, improving or simplifying
the mode of administration, etc. This paper gives a brief
review of the progress of anti-VEGF for the therapy in wet
age-related macular degeneration.
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R TFE— 22585 B AE AR AR IZ I 259 v] AT
T, BRI AMD S35 2 2 123241 VEGF 3697 1Y KUK K
RIS 525 LR,
4.4.2 i VEGF“BRZ§7K” . Tat PTD-Es-RGD Y1
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