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Dexmedetomidine — Induced Bradycardia in Rabbits
TIAN Youfang', WU Jiang®, SONG Wei', HU Bing', YAO Mengfer’
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Hospital of PLA, Zhangzhou, Fujian, China  363000)

Abstract: Objective To investigate whether dexmedetomidine — induced bradycardia in rabbits is associated with the expression of sinoa-
trial node gap junction gene proteins Cx45 and Cx31.9. Methods Totally 36 8 —week —old healthy rabbits were divided into three
groups, 12 rabbits in each group. The rabbit models with bradycardia were established by the marginal ear vein injection. After anesthe-
sia with barbital sodium, electrocardiogram and blood pressure monitoring were performed. Group A was continuously injected with
15 mL/kg normal saline, group B was injected with 20 pg/kg loading dose of dexmedetomidine for 10 min and continuous injection
with 10 pg/ (kg * h) for 50 min,and group C was injected with 80 wg/kg loading dose of dexmedetomidine for 10 min and continu-
ous injection with 40 pg/(kg * h) for 50 min. The changes in mean arterial pressure(MAP) and hemorheology(HR) were observed in
the three groups. After recording the data,the rabbit hearts were removed,and the sinoatrial node tissues were isolated. The expression
levels of Cx45 and Cx31.9 were detected by immunohistochemistry and quantitative fluorescence PCR. Results The expression level of
Cx45 in group A was higher than that in group B,and that in group B was higher than that in group C(P < 0.05).The expression
level of Cx31.9 mRNA in group B was higher than that in group AP < 0.05),but there was no significant difference between group
C and group BCP > 0.05). The change trend of protein expression of Cx45 and Cx31.9 was consistent with that of mRNA.
Conclusion Dexmedetomidine — induced bradycardia in rabbits can cause increased expression of sinoatrial node gap junction gene pro-

teins Cx45 and Cx31.9.
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