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Recent advances in etiology of environmental factors in congenital hypospadias. Gao Yuanyuan,Zhang
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[ Abstract] Hypospadias is a common malformation of external genitalia. Recent epidemiological studies
have demonstrated that the incidence of congenital hypospadias continues rising in all countries. Environmental

and genetic factors are causative. Based upon the latest researches,the relevant physical, biological and chemi-

cal factors were discussed.
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