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Treatment for Clubfoot in Congenital Myotonic Dystrophy

Hiroki Fujita, M. D., et al.
Hokkaido Medical Center for Child Health and Rehabilitation

We report good clinical results from using Ponseti's method for treating clubfoot in children
younger than 4 years old with congenital myotonic dystrophy. The patients were all female infants
with an average age of 13 months at their first visit. We applied corrective casting an average of
6.3 times., and performed percutaneous heel cord lengthening under general anaesthesia.
Postoperatiely we applied a plastic ankle—foot orthosis. In all three cases we achieved good motor
development. On plain radiographs, the TiT angle of the ankle joint decreased from 115° to 50.3°,
and the Pirani score was improved from 5.1 points to 0.3 points. The Ponseti method was effective
for treating clubfoot in this disorder even at this early stage, and motor development was

preserved.
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