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Expression of AKAPS in the Trigeminal Nucleus Caudalis after Electrical
Stimulation of the Adult Rats*
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ABSTRACT Objective: To investigate the molecular mechanism of migraine by studying the gene expression of AKAPS in animal
model. Methods: 27 rats were randomly divided into five groups including control group (n=4), groups of electrical stimulation for 30
minutes(n=6), 60 minutes(n=6), 120 minutes(n=5) and group of morphine plus electrical stimulation for 120 minutes(n=6). Rats were
rapidly decapitated, and the medulla and high-level cervical cord (to C2) were removed from the skull after electrical stimulation. AKAPS
was detected in the medulla and high-level cervical cord by western blot technique. Results: AKAP5 expressed in the bulb and high cer-
vical cord. The integral optical density ratios of AKAPS were 2.804 0.913 1.383 0.634 and 1.030 respectively. There were no significant
deviation for AKAPS5 expression among the five groups (P=0.9921> 0.05). Conclusion: There was no significant deviation for AKAP5
expression between control and electrical stimulation groups. Morphine had no effect on AKAPS gene expression.
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