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Objective: Afferent information from the heart and the lung is conveyed to the brainstem by primary afferent fibres originating from vagal sensory neurons (jugular-nodose ganglion complex, JNC). Activation of these afferents may cause release of calcitonin gene-related peptide (CGRP), a potent vasodilatory neuropeptide of sensory A&#948;- and C-fibers. 
Methods: Freshly isolated rat JNC’s were passed through a series of solutions based on oxygenated synthetic interstitial fluid (SIF). Dissolved substances such as the TRPV1 receptor agonist capsaicin and the nitric oxide (NO) donor sodium nitroprusside dihydrate (SNP) were added as excitatory test stimuli. The eluates were processed using an enzyme immuno-assay (EIA) for measurement of CGRP concentrations. Immunohistochemistry was used to visualize CGRP containing and nitric oxide producing neurons in the JNC. 
Results: Both SNP and capsaicin caused significant increases in CGRP release. CGRP-immunoreactive neurons (somata) were preferably found in the jugular ganglion, whereas neurons immunoreactive for neuronal NO synthase were mostly localized in the nodose ganglion. 
Conclusion: The present study evaluates a simple and easily reproducible model for measuring stimulated CGRP release from vagal afferents arising from the jugular ganglion. Nitric oxide produced by afferents from the nodose ganglion may contribute to stimulate CGRP release upon afferent activation. 

