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Abstract

e The retina has a complex and delicate function and
structure, containing a large number of neuronal cells
with extremely limited regenerative capacity, which are

susceptible to damage and apoptosis under pathological
conditions such as ischemia and hypoxia, resulting in
irreversible vision loss. Retinal diseases are very
common, such as retinitis pigmentosa (RP), age-related
macular degeneration ( ARMD ), diabetic retinopathy
(DR), and glaucoma. Most of the diseases in this
category are treated symptomatically, which is effective
but has some limitations in neuroprotection. Vascular
endothelial growth factor ( VEGF) - B is functionally
relatively inert in the VEGF family, and unlike pro -
angiogenic VEGF-A, VEGF-B shows functional inertia in
angiogenesis but exhibits significant neuroprotective
effects. VEGF - B is a potent anti- apoptotic, antioxidant
factor that can regulate the expression of apoptotic genes
and enhance the expression of glutamic acid
decarboxylase 1 by binding to VEGFR-1 to activate the
ERK1/2 or Akt pathway, in addition to decreasing the
expression of glutamate, resulting in retinal
neuroprotective effects. In this article, the protective
effects of VEGF-B on retinal neuronal cells were reviewed
to provide new ideas for the treatment of retina -
associated diseases.
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