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WFZER R OMEEE (33L) © Shhis localized in the posterior mesenchyme of 1imb buds, which
is regulated by limb-specific enhancer named MFCS1. A number of mutations are known in
the mammalian MFCS1, most of which cause preaxitial polydactyly. A yeast one—hybrid screen
identified Msx1 as a transcription factor binding to the Axmutated site. In the Axmutant,

Msx1 can bind to the substituted Ax—site in MFCS1. By contrast, in other three mouse mutant,
their single—base substitutions likely abolish repressor-binding sites in MFCS1 and
thereby lead to the ectopic SAh expression in the anterior bud. Thus, this study revealed
that there are two types’ molecular etiologies in preaxitial polydactyl mutations.
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