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論 文 内 容 要 旨 

Background and Aims 
The action of corticotropin-releasing hormone (CRH) is centrally mediated through CRH 
receptors. The central nucleus of the amygdala is a major extrahypothalamic site that 
contains a large number of neurons expressing CRH as well as CRH recepror 1 (CRH-R1). 
The hypothesis that CRH in the central nucleus of the amygdala sensitizes visceral 
nociception via CRH-R1 with release of noradrenaline, dopamine, and serotonin 
(5-hydroxytryptamine; 5-HT) in the central nucleus of the amygdala was tested. 
 

Methods 
Rats were divided into 3 groups (5-8 per group): treatment with vehicle (10 microg/kg) 
followed by colorectal distention, treatment with CRH (10 microg/kg) followed by colorectal 
distention, pretreatment with CP-154526 (100 microg/kg) followed 12 min later by the 
second injection and treatment with CRH followed by colorectal distention. After 
microdialysis, CP-154526 or vehicle was microinjected into the left CeA of each rat 12 
minutes before colorectal distention. The CeA neurotransmitters release (noradrenaline, 
dopamine, and 5-HT) and abdominal contractions were measured as described above. 
Baseline measurements started 2 hours after perfusion was initiated, ie, when the 
transmitter level reached a plateau, and were maintained for 60 minutes. Rats were freely 
moving during the baseline measurement. 
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Results 
 
Administration of CRH in the CeA significantly increased the number of abdominal muscle 
contractions in response to colorectal distension. CP-154526 ignificantly blocked number of 
abdominal muscle contractions in response to colorectal distension with the intra-amygdaloid 
administration of CRH. Noradrenaline in the the central nucleus of the amygdala was 
significantly increased by colorectal distention, exaggerated by CRH and inhibited by CRH-R1 
antagonist. Dopamine in the central nucleus of the amygdala was also exaggerated by CRH but 
not inhibited by CRH-R1 antagonist. 5-HT in the amygdala was unchanged.  
 

Conclusions 
 

These results suggest that CRH in the central nucleus of the amygdala sensitizes visceral 
nociception via CRH-R1 with release of noradrenaline. 
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