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Background

NLRP3 activation is a key driver in retinal diseases, such as DR/DME, which have high unmet medical need.

Abstract

BGE-102 improves retinal endothelial cell tight junction integrity

Introduction and Objective: Microvascular degeneration

Diabetic retinopathy (DR) is a leading cause of vision loss, but treatment relies largely on
intravitreal therapies, resulting in suboptimal real-world outcomes. Hyperglycemia-driven

Diabetic retinopathy /

Description

Vision loss due to vascular leakage
Leading cause of vision loss in
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intact blood-retinal barrier neovascularization
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diabetic retinopathy. These improvements in retinal vascular function and structural integrity
support the therapeutic potential of BGE-102 as a next-generation treatment for diabetic
retinal disease.

Figure 1. Representative fluorescein angiography (FA) images (A), mean FA signal intensity (B) and calculated
vascular permeability (%) (€) after 3 months of treatment. Data are means * s.e.m (One-way ANOVA).
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