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Abstract

e Aldose reductase ( AR) belonging to nicotinamide -
adenine dinucleotide phosphate ( NADPH) - dependent
aldehyde- keto reductase superfamily, is the key rate -
limiting enzyme in the polyol pathway which plays an
important role in the body’s high-sugar metabolism. AR
is widely present in the kidneys, blood vessels, lens,
retina, heart, skeletal muscle and other tissues and
organs, converts glucose to sorbitol which easy
permeability of cell membranes, cause cell swelling,
degeneration, necrosis, and have a close relationship
with the development of chronic complications of
diabetes mellitus. Diabetic retinopathy ( DR) is a
multifactorial disease, the exact cause is currently
unknown, but polyol pathway has been demonstrated to
play an important role in the pathogenesis of DR. Clinical
risk factors such as blood sugar control, blood pressure
and other treatments for DR only play a part effect of
remission or invalid, if we can find out DR genes
associated with the disease, this will contribute to a
better understanding of the pathological mechanisms
and contribute to the development of new treatments
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and drugs. The current research progress of AR, AR
gene polymorphism, Aldose reductase inhibitors to DR
was reviewed in this article.
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