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Neurology

Nerve damage Nicotinamide 
nucleotide 
adenylyltransferase 
1 (NMNAT1)

A study in mice and in cell culture suggests 
that increasing cytoplasmic and axonal 
NMNAT1 expression could help delay 
nerve degeneration. In mice, neurons that 
overexpressed cytoplasmic NMNAT1 showed 
no signs of structural axonal degeneration at 72 
hours postinjury, whereas wild-type neurons 
showed such signs within 24 hours (p<0.001). 
Injured neurons overexpressing NMNAT1 
had delayed decreases in function compared 
with wild-type neurons. Next steps include 
identifying the molecular pathway downstream 
of NMNAT1 that could provide targets to block 
the degeneration process.
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Patent pending; 
licensed to the Sirtris 
Pharmaceuticals 
Inc. unit of 
GlaxoSmithKline plc
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