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Study on Genetic Mechanism of Nonconcomitant Strabismus
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Abstract: Strabismus refers to the inability of both eyes to look at the target at the same time. It is an extraocular muscle disease and can be divided
into two categories: concomitant strabismus and nonconcomitant strabismus.Nonconcomitant strabismus refers to a type of disease in which both eyes
appear to be deviated and accompanied by varying degrees of eye movement disorders.Studies have found that some nonconcomitant strabismus show a
strong familial nature, and congenital cranial nerve innervation abnormalities (CCDDS) are closely related to nonconcomitant strabismus, and used to
explain the genetic mechanism of concomitant strabismus.The disease is a group of diseases caused by congenital cranial nerve nuclei and their
respective cranial nerve development abnormalities. The clinical manifestation is abnormal muscle movement or linkage.This article reviews the
genetic studies of congenital cranial nerve innervation disorders in recent years.
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