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Abstract : Objective To explore the mechanism of dexmedetomidine (DEX) in alleviating cardiac dysfunction induced by sepsis in rats.
Methods Thirty healthy male SD rats weighing 180-220 g were randomly divided into blank group (CON group), model group (CLP group) and DEX
intervention group (DEX group), with 10 rats in each group. The sepsis model was established by cecal ligation and puncture (CLP). The DEX
group was intraperitoneally injected with DEX at 12 h after operation, and the CON group was intraperitoneally injected with the same amount of
sterile saline. After treatment, the hemodynamic parameters of rats in each group were recorded, and the cardiac function was detected. The levels
of IL-6 and IL-1B in serum were detected by Elisa method. The contents of creatine kinase isoenzyme (CK-MB) and lactate dehydrogenase
(LDH) in serum were detected by enzyme-linked immunosorbent assay. The expression levels of NLRP3 inflammasome, Caspase—1 and IL-1B
protein in myocardial tissue were detected by Western blot.Results Compared with the CON group, the serum levels of IL-6, IL-1B, CK-MB
and LDH in the CLP group and the DEX group were increased, and the cardiac hemodynamic indexes were decreased (P<0.05). Compared with
CLP group, the levels of IL-6, IL-13, CK-MB and LDH in serum of DEX group decreased, and the expression levels of NLRP3, caspase—1 and
IL-1B in myocardial tissue decreased (P<0.05). Compared with the CLP group, the hemodynamic parameters of the DEX group were improved
(P<0.05).Conclusion Dexmedetomidine has a certain effect on cardiac dysfunction and myocardial injury induced by sepsis in rats, and its
mechanism may be related to inhibiting the activation of NLRP3 inflammasome, inhibiting downstream inflammatory signal pathway, reducing
inflammation and protecting myocardial tissue from injury.
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