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Foot Anomalies in Antley-Bixler Syndrome : Three case reports

Naoyuki Nakamura, M. D,, et al.

Department of Orthopaedic Surgery, Kanagawa Children’s Medical Center

Antley-Bixler syndrome (ABS) was first reported in 1975 by Antley and Bixler. ABS is a rare
disorder with extensive skeletal anomaly. The most common congenital anomalies are
craniosynostosis, depressed nasal bridge, dysplastic ears, choanal stenosis, radiohumeral synostosis,
arachnodactyly, arthrogryposis, urogenital anomalies. Recently, P450 oxidoreductase gene
mutations have been reported as the gene causing the syndrome. The present study is the first
detailed report on the foot abnormalities in ABS. We have reviewed three cases that we have
experienced involving the following foot anomalies ;

- middle cuneiform bone- Il metatarsal coalition.

-+ IV brachymetapody,

 middle phalanx defect and/or distal phalanx-middle phalanx synostosis

We performed orthosis treatment for standing dysbasia with deformity. The patient of this
disease has easy fatigability with steroidogenesis aberration, and it is difficult to walk for long
distance. So we can control most cases with foot deformity by corrective shoes. One patient had
pain by camptodactylia anamorphosis. He underwent surgical therapy, and the prognosis was good.



