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Invisible by design"?, vitreous is a viscoelastic extracellular matrix that normally exists in
a gel state as a result of the intricate organization of its macromolecular components®.
Hyaluronan (HA) and collagen, primarily type Il but also type IX, and a hybrid of types
V/XI, are organized into a three-dimensional network that maintains media clarity and
provides shock-absorption. The peripheral vitreous cortex consists of densely packed
collagen fibrils and has a high concentration of HA. In youth the posterior vitreous cor-
tex is firmly adherent to the internal limiting lamina (ILL) of the retina*. While the exact
nature of vitreo-retinal adhesion is not known, it most probably results from the biophy-
sical properties of the extracellular matrix molecules found at this interface®®.

Diabetes causes elevated levels of glucose and advanced glycation end-products in vit-
reous’®. These induce structural changes within the corpus vitreus® and at the vitreo-reti-
nal interface that promote the migration and proliferation of vasculogenic cells. Traction
upon new vessels growing into the posterior vitreous cortex™ worsens the prognosis in
these patients. Posterior vitreoschisis" is another manifestation of diabetic vitreopathy
that can cause vitreous hemorrhage. Diabetic vitreopathy™ is also important in macular
edema refractory to laser therapy.

Prevention via improved glycemic control and adjunctive therapy to prevent non-enzy-
matic glycation may mitigate against the effects of diabetic vitreopathy. The induction of
posterior vitreous detachment via pharmacologic vitreolysis'™ ™ prior to onset of advan-
ced disease may also greatly improve the prognosis.
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