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[ Abstract] Objective To investigate the effects of dexmedetomidine via portal vein preconditioning
on inflammatory response and oxidative stress in hepatic ischemia-reperfusion injury. Methods Sixty pa-
tients with partial hepatectomy under general anesthesia, 34 males and 26 females, aged 25-64 years,
weighing 55-70 kg, ASA physical status Il , and liver function Child-Pugh grade A, were divided into
three groups (n = 20'each) by using a random number table method: dexmedetomidine via the portal vein
infusion group ( group DP) , dexmedetomidine via the internal infusion group ( group DJ) and control group
(group C). In group DP, dexmedetomidine 1.0 pg/kg was infused via the portal vein after the portal vein
was released. In group DJ, dexmedetomidine was 1.0 pg/kg via the internal jugular vein after the portal
vein was released. Group C was given an equal volume of normal saline. Serum ALT, AST, TNF-a, IL-33,
high mobility group protein 1 (HMGBI1) , heme oxygenase-1 (HO-1) and superoxide dismutase (SOD) ac-
tivity were detected at internal jugular vein 10 min before hepatic portal occlusion and 1, 6, 12 and 24 hours
after hepatic portal opening. Results Compared with 10 min before hepatic portal occlusion, the serum
concentrations of ALT, AST, TNF-o, IL-33, HMGB1 and HO-1 were significantly increased and the
activity of SOD was significantly decreased in the three groups at 1, 6, 12 and 24 hours after hepatic portal
ocelusion (P < 0.05). Compared with group C, the serum concentrations of ALT, AST, TNF-a, IL-33 and
HMGBI1 were decreased significantly, while HO-1 concentration and SOD activity were increased
significantly in group DP and group DJ at 1, 6, 12 and 24 hours after porta hepatis opening (P < 0.05).
Compared with group DJ, the concentration of ALT, AST, TNF-a, IL-33 and HMGB1 were decreased sig-
nificantly, while the concentration of HO-1 and the activity of SOD were increased significantly in group DP
at 1, 6, 12 and 24 hours after porta hepatis opening (P < 0.05). Conclusion Portal intravenous infusion
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of dexmetomidine can more effectively inhibit inflammatory reaction and oxidative stress, enhance the ability

of anti-inflammation and antioxidation, and reduce hepatic ischemia-reperfusion injury in patients with

partial hepatectomy.
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