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Study on dexmedetomidine combined with remote ischemic postconditioning for enhancing cerebral protective effect”
Li Gang ,Wang Yuan ,Zhao Jiaomei ,Wu Gangming ,Ou Cehua ,Wei Jicheng
(Department of Anesthesiology sthe Af filiated Hospital of Luzhou Medical Collage »Luzhou.Sichuan 646000,China)
Abstract; Objective To evaluate the the protectice effect of dexmedetomidine combined limb remote ischemic postcondition on
alleviating focal cerebral ischemic reperfusion injury in rats. Methods 48 healthy adult male SD rats were randomly divided into 4
groups(n= 12) ;control group(C),limb remote ischemic postcondition group(R) and dexmedetomidine postconditioning group (D)
and combination group(R/D). The rat model of focal cerebral ischemic reperfusion injury was induced by middle cerebral artery oc-
clusion(MCAOQ). The group C only received MCAQO, the left femoral artery was isolated without blocking; the group R received 120
min brain ischemia, the left femoral artery was occluded by 3 cycles of 10 min occlusion/10 min reperfusion before brain reperfu-
sion; the group D received dexmedetomidine 3 .g/kg by intraperitoneal injection before brain reperfusion. The group R/D combined
the above two kinds of processing method. The neurologic function was evaluated at 24 h of reperfusion and then the rats were sac-
rificed at 48 h of reperfusion. The brain was removed for determining the cerebral infarct volume. Results The neurologic function
scores after 24 h reperfusion in the group D,R and R/D were superior to those in the group C (P<C0.01). The rat cerebral infarct
volume percentages after 48 h reperfusion in the group D, R and R/D were significantly lower than those in the group C (P<C
0.01). The infarct area volume percentage in the group R/D was significantly lower than that in the group R, the difference showed
statitistical significance(P<C0. 01). The infarct volume percentage in group R/D was significantly decreased compared with the
group D(P<C0. 05). Conclusion Both dexmedetomidine and limb remote ischemic postcondition can attenuate the focal cerebral is-
chemic reperfusion injury in rats. Their combination can significantly reduce the cerebral infarction volume and has synergic protec-

tion effect.
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