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[ Abstract] Undescended testis,also known as cryptorchidism ,is one of the most common congenital ab-
normalities in boys. Its genetic mechanism is rather complex,involving a wide range of genes. The key contribu-
ting factors to its occurrence remain elusive. Mutations in gene for insulin-like factor 3, its receptor, androgen
synthetic and action gene and estrogen receptor gene have been recognized as potential causes. And cryptorchid-
ism may be also a concurrent trait in some rare syndromes and complex malformations cases with specific gene
mutation.
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