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[ Abstract] Objective:To explore the effects of dexmedetomidine ( Dex) on acute kidney injury ( AKI) and NOD-like receptor
pyrin domain containing 3 ( NLRP3) /tissue factor (TF) signaling pathways in mice with sepsis. Methods: The male C57BL/6 mice
were randomly divided into sham operation group,model group and Dex low, high dose group, with 8 mice in each group. Except sham
operation group, models of sepsis-associated acute kidney injury (SA-AKI) were prepared by cecal ligation and perforation ( CLP) in
the other groups. Immediately after abdominal closure,Dex low dose group and high dose group were given intraperitoneal injection of
Dex (15,30 wg/kg) ,while sham operation group and model group were given the same volume of normal saline. At 12 h after model-
ling, renal function indexes in different groups were compared. The pathological changes of renal tissues,levels of inflammatory factors
and expressions of Caspase-1,NLRP3 and TF proteins were detected by HE staining, ELISA ,and Western blot. Results; In sham opera-
tion group, structure of renal tissues was normal. In model group,there was edema and exfoliation of renal tubular epithelial cells,and at-
rophy or collapse of glomerulus. Compared with model group, pathological changes of renal tissues were significantly improved in Dex
low dose group and high dose group,and the improvement was more obvious in high dose group. Compared with sham operation group,
levels of serum creatinine ( SCr) ,blood urea nitrogen ( BUN) ,neutrophil gelatinase-associated lipocalin (NGAL) and cystatin C ( Cys-
tatin C) ,levels of interleukin-6 (IL-6) , tumor necrosis factor-a ( TNF-a) and IL-1B,and expressions of Caspase-1,NLRP3 and TF pro-

teins in renal tissues were increased in model group (P <0.05). Compared with model group, levels of serum SCr, BUN,NGAL and
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Cystatin C were decreased in Dex low-dose group and high-dose group (P <0.05) ,and levels of TNF-a,IL-6 and IL-18,and expres-

sions of Caspase-1,NLRP3 and TF proteins in renal tissues were decreased (P <0.05) ,showing dose effect (P <0.05). Conclusion:

Dex can alleviate SA-AKI and reduce inflammatory response in mice,which may be related to inhibiting expressions of NLRP3/TF sig-

naling pathways.
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