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WFIER B o MEEE (J53C) @ In this study, aiming for clinical use, we administered
newly—-developed potent Semaphorin3A inhibitor, SM-345431 (Vinaxanthone), by a novel and
our original drug delivery system using silicone sheet which enables continuous drug
delivery during the period of the experiment. Treatment with SM—345431 using this delivery
system enhanced axon regeneration with significant but limited hindlimb motor function
recovery as reported previously. Although extensive treadmill training with SM—345431
administration did not further improve axon regeneration, hindlimb motor performance was
increased, as evidenced by the significant improvement in the execution of plantar steps
on a treadmill. Further analyses suggested that this strategy reinforced the wiring of
central pattern generators in lumbar spinal circuits, which in turn led to enhanced motor
function recovery (especially in extensor muscles).
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