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A PAX6 Pathogenic Gene Analysis and Molecular Diagnosis of Congenital Aniridia

WEI Tan—-wei
(Department of Ophthalmology, Wuhan Puren Hospital, Wuhan 430081,Hubei,China)

Abstract: Congenital aniridia is a genetic disease with highly dysplasia of the iris tissue leading to severe abnormal visual function. The pathogenesis
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of congenital aniridia is very complex, mainly related to the expression of genes regulating iris development, among which the most important
regulation gene is PAX6 gene. In the process of eye development, PAX6 gene mutation leads to abnormal expression due to various reasons, resulting
in congenital dysplasia of iris tissue, which seriously affects human visual function. With the development of molecular biology technology, great
progress has been made in the study of the pathogenic gene PAX6 of congenital aniridia. This paper reviews the main pathogenic gene PAX6 and its
molecular diagnosis methods, providing a theoretical basis for gene targeted therapy of congenital aniridia.
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