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Protective effect of intranasal targeting calcitonin gene related peptide on brain injury after subarachnoid
hemorrhage CHI Shumei, ZHANG Xiaoying, ZHANG Li, et al. Department of Neurology, Hangzhou Seventh People’ s
Hospital , Hangzhou 310000, China

[Abstract] Objective To explore the protective effect of intranasal targeting calcitonin gene related peptide (CGRP) on
brain injury after subarachnoid hemorrhage (SAH). Methods SAH models were established by injecting twice of freshly
autologous arterial blood from cisterna magna. CGRP and NS were given by intranasal perfusion. Totally 24 male Wistar rats
were randomly divided into the CGRP+SAH group, NS +SAH group, SAH group and normal group. 72 hours after the SAH
model established, the brain and brain stem were taken to prepare the frozen section of the brain tissue after anesthesia and
perfusion fixation. Immunofluorescence technique was used to detect the expression of caspase—3 in cerebral cortex. Results
The diffuse distribution of blood or blood clots were found in the subarachnoid space of SAH models , mainly distributed in
the posterior cranial fossa, anterior cranial fossa and butterfly saddle. The expressions of caspase—3 in SAH group, NS+SAH
group, and CGRP+SAH group were higher than normal control group (1=13.21, 13.27, 11.32, P<<0.05).The difference in
caspase—3 expression between NS+SAH group and SAH group was not statistically significant (1=0.06, P>0.05). In SAH+
CGRP group, the expression of caspase—3 was lower than that of the SAH group and NS+SAH group (1=4.88,4.93,P<0.05).

Conclusions The intranasal targeting CGRP has protective effect on the brain injury after SAH.
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