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[Abstract] Keratoconus (KC) is a corneal lesion characterized by a localized conus with irregular astig-

matism due to the thinning of the corneal stromal layer in the protuberant area, which can lead to the severe

vision loss. It is one of the most common primary diseases of keratoplasty in developed countries. The etiology

and pathogenesis of KC are not clear, but current studies have found that heredity, inflammatory, oxidative

stress,and sex hormones are related to the pathogenesis. Through the study of etiology, specific treatment can

be carried out,which is of great significance to the prognosis of the disease.
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