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Neurology
Nerve damage  Mothers against
decapentaplegic
homolog 1 (MADH1;
SMAD1)

Summary Licensing status
Studies in mice suggest that enhancing SMAD1 Patent and licensing
signaling could help treat nerve damage. In mice, status unavailable

dorsal root ganglia with peripheral injury showed
greater SMAD1 expression than uninjured neurons.
In neuronal cell culture, small interfering RNA-
mediated knockdown of SMAD1 decreased neurite
length compared with control siRNA treatment
(p<0.001). Transduction with an RNAi-resistant
SMADI rescued the decreased neurite outgrowth
caused by siRNA knockdown. Next steps could
include studying the functional role of SMAD1
signaling in nerve repair.
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