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[Abstract]  Objective To investigate the role of Janus kinase and signal transducer and
activator of transcription (JAK/STAT) signaling pathway in dexmedetomidine’s renoprotection after
autologous orthotopic liver transplantation in rats. Methods Fifty SD rats were randomly divided into
five groups (=10 each) using a random number table: sham operation group (group S); autologous
orthotopic liver transplantation model group (group M) ; dexmedetomidine group (group D); JAK2
kinase inhibitor AG490 group (group A); dexmedetomidine-atipamezole group (group T). In group
D, rats received dexmedetomidine 50 pg/kg 30 min before establishing model; In group A, rats re-
ceived AG490 10 mg/kg 30 min before establishing model; In group T. rats received atipamezole
(250 pg/kg) 30 min prior to dexmedetomidine treatment. Other groups were given the equal volume
of normal saline in the same time points. At 6 h after reperfusion, rats were sacrificed, blood samples
were harvested for detecting the serum concentration of creatinine (Cr) . blood urea nitrogen (BUN) ,
interleukin-6 (I1L.-6) and tumor necrosis factor-alpha (TNF-a). kidneys were removed for determina-
tion of the pathologic changes which were scored; Cell apoptosis was assessed by TUNEL, and apop-
tosis index(AD) was calculated. The expression of phosphorylations of JAK2, STAT1 and STAT3
were assessed by Western blot. Results Compared with group S, the levels of Cr, BUN, IL-6, TNF-
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a» Al and renal tubular damage score were significantly increased, and the expression of p-JAK2, P-
STATI1 and P-STAT3 was up-regulated in other groups (P <C0.05);Compared with group M, the
levels of Cr, BUN, IL-6,TNF-a, Al and renal tubular damage score were significantly decreased, and
the expression of p-JAK2, P-STAT1 and P-STAT3 was down-regulated in groups D and A (P <<
0. 05) ;Compared with group D, atipamezole have abolished dexmedetomidine’s renoprotection, the

levels of Cr, BUN, IL-6,TNF-a, Al and renal tubular damage score were significantly increased, and
the expression of p-JAK2, P-STATI1 and P-STAT3 was up-regulated in group T (P <C0.05).

Conclusion Dexmedetomidine can attenuate kidney injury after autologous orthotopic liver transplan-

tation, and the mechanism is associated with inhibiting the JAK/STAT pathway activation,

alleviating inflammation reaction and cell apoptosis.
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