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Abstract

The pathogenesis of diabetic corneal epithelio-
pathy, one of the ocular complications frequently
seen in diabetes patients, still remains to be elucidat-
ed. Hyperglycemia causes glycation of various pro-
teins leading to the formation of superoxide radicals
(03). Copper, zinc-superoxide dismutase (Cu, Zn-
SOD), a scavenger of superoxide radicals, whose
function is complementary to manganese-SOD (Mn-
SOD), is inactivated during glycation. As a first step
to clarify whether depressed antioxidant activity is
associated with diabetic corneal epitheliopathy or
not, we investigated the expression of Mn-SOD
mRNA (messenaer ribonuclic acid)in streptozoto-
cin-induced diabetic rat cornea by in situ hybridiza-

tion using a digoxigenin-labeled Mn-SOD ¢DNA
probe. Mn-SOD mRNA was detected in epithelial
cell layer and endothelial cell layer of both diabetic
rat cornea and normal rat cornea. However, the
expression of Mn-SOD mRNA in the epithelial cell
layer of diabetic rat cornea was weaker than that of
normal rat cornea. These results suggest that de-
creased Mn-SOD activity might be one of factors
causing diabetic corneal epitheliopathy. (J Jpn
Ophthalmol Soe 100 : 599—604, 1996)

Key words: Glycation, Superoxide, Superoxide dis-
mutase, Diabetic corneal epithelio-
pathy, In situ hybridization
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