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The experimental study of intranasal administration

of calcitonin gene related peptide targeting in the central administration
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Abstract: Objective To develop a noninvasive method for delivering CGRP to the brain bypassing the blood-
A blinded, vehicle-controlled study of IN CGRP

and IV CGRP administration was performed by intraluminal middle cerebral artery occlusion (MCAO) model. The

brain barrier (BBB) for the treatment of brain injury. Methods

enzyme-linked immunosorbent assay ( ELISA ) was carried out after IN and IV injection of CGRP for 30min to
measure CGRP concentration in different brain areas. The feasibility of intranasal administration CGRP were ana-
lysed. Results CGRP demonstrated a much higher delivery of IN than IV CGRP to the brain regions. The olfactory
bulb was the highest region followed by CSF and spinal cord. Conclusion CGRP might be delivered to the brain di-
rectly from the nasal cavity following IN administration by passing the BBB.
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