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Abstract

e Diabetic cataract is a kind of important metabolic
cataract. There is a variety of theories presented after
long-term clinical trials and laboratory studies on the
pathogenesis, different periods for different doctrine.
Systematic understanding the pathogenesis of diabetic
cataract and the research progress is beneficial to drug
discovery, prevention and treatment of this disease
targeted and timely to reduce patient psychological and
economic burden.
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