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Congenital cataract is an important cause of blindness in children all over the world. About 30% of the cases have
genetic factors. At present, three common Mendelian genetic types including autosomal dominant inheritance,
autosomal recessive inheritance and X-linked inheritance have been reported in congenital cataract. X-linked
congenital cataract is not only complicated with eye diseases such as glaucoma, nystagmus and microphthalmos
but also often complicated with systemic diseases such as kidney, brain, cartilage, etc. It is complicated and difficult
to treat. This article reviews gene research of X-linked genetic congenital cataract.
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