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Age-related macular degeneration (AMD) is a leading cause of visual disturbance among
people over age 50 in the developed country. Recently, anti-VEGF antibody or its
fragment is used as therapeutic agent for AMD in the clinical setting, and growing evidence
have indicated that anti-VEGF therapy may cause the systemic complications related to
arterial thromboembolism. In the current study, we hypothesized that leukocyte
activation participates in the process of arterial thromboembolism formation caused by
anti-VEGF therapy and sought to elucidate the mechanism. Consequently, our data
demonstrates that administration of anti-VEGF antibody causes no leukocyte activation;
however, it also indicates the beneficial information to the further evaluation of the
mechanism, possible relevance of platelet activation in arterial thromboembolism due to
anti-VEGF therapy.
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