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Therapy of injured nerves with glycan-binding molecules
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In our study, we examined the potential of protamine, a clinical drug, as a
therapeutic agent for spinal cord injury. First, using a culture model that can induce dystrophic
endballs, a pathology that forms at the ends of injured axons, we found that protamine cancels
dystrophic endballs. In animal studies, protamine administered through the tail vein improved motor

dysfunction caused by spinal cord injury and promoted the growth of serotonergic nerve fibers in the
injured spinal cord.
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Protamine promotes axon regrowth and improves motor dysfunction after spinal cord injury in mice
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