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[ Abstract] Congenital talipes equinovarus (CTEV) is a common congenital foot deformity with serious
consequences for children’s health. Long-term follow-ups reveal that CTEV children are affected by different fac-
tors after treatment. The lack of knowledge about its inheritance and pathogenic genes is of great relevance. The
authors reviews the relevant pathogenic genes and hereditary factors related to the onset of congenital clubfoot so
as to provide new ideas for researches and treatments.
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