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Involvement of calcitonin gene-related peptide family and TRPV1 in
various pain states
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IR B OHEEE (330) : We studied the involvement of TRPV1 and aCGRP in incisional pain
model and inflammatory pain model by using aCGRP knockout mice and CGRP receptor
antagonist. Our study suggested that 1) aCGRP was involved in inflammatory pain but not
in incisional pain model, 2) aCGRP was involved in spontaneous pain and thermal
hyperalgesia in inflammatory pain model in the dorsal horn spinal cord, and 3) aCGRP was
involved in some strong and long lasting pain. Thus, antagonists of CGRP receptors may be
useful for some kinds of pain such as inflammatory pain. CGRP was mainly expressed in
TRPV1-positive afferents, and spinal release of CGRP following activation of
TRPV1-positive afferents would be one of mechanism underlying such inflammatory
induced spontaneous pain and thermal hyperalgesia.
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