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Effect of dexmedetomidine on the peripheral blood lymphocyte subsets in rats with sepsis CHEN Min, WANG
Xiaoqiu, HONG Yan,et al. Faculty of Pharmaceutical Sciences, Lishui Central Hospital, Lishui 323000, China

[Abstract] Objective To study the effect of dexmedetomidine on theperipheral blood lymphocyte subsets in rats with
sepsis. Methods A total of 30 wistar rats were chosen as study objects and divided into three groups randomly:10
rats in saline group,10 rats in dexmedetomidine group and 10 rats in sepsis group. The survival rate, MAP,Pa0,,
change of peripheral blood lymphocyte subsets and Th1/Th2 were compared among three groups.Results After 24
hours,the survival rate of sepsis group was significantly lower than that of saline group and dexmedetomidine group
(x’=898,742,P<0.05).The survival rate between saline group and dexmedetomidine group was not statistically different
(x*=1.28,P>0.05).At 3-hour,6-hour,12-hour and 24-hour after modeling,the MAP and Pa0, among three groups
were slatistically different (F=7.13,5.74,7.93,8.21,5.97,6.16,7.22,8.05,P<<0.05). At 1-hour,2-hour,3-hour,6-hour,
12-hour and 24-hour after modeling,the Th1/Th2 of saline group were significantly lower than those in sepsis group
and dexmedetomidine group (¢=3.23,4.17,5.21,5.31,6.29,7.19,4.22,4.93,5.89,6.92,7.15,8.34,P<0.05). Conclusion
Dexmedetomidine can influence the Th1/Th2 in rats with sepsis,regulate the cellar immunity and improve the prognosis.
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