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Development of a cel |-penetrating peptide, transported retrogradely

in the axon, for treatment of uncontrolled pain
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WFZER R OMEBE (3230) @ There are limited varieties of conventional medical therapeutics
for the management of severe pain. Therefore novel drugs to inhibit the effect of nerve
growth factor, which is one of agents to cause pain, are needed. In this study, we developed
a peptide to inhibit the effect of nerve growth factor, and revealed that this peptide,

IPTRKS,

suppressed severe pain state using animal model of pain

candidate for new pain killer.
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