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Effect of Dexmedetomidine on Oxygenation and Dead Space Ventilation in Elderly Patients with Chronic Obstructive Pulmonary Disease. Yi
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Jiang University) , Zhejiang 312000 , China

Abstract Objective To investigate the effects of dexmedetomidine on oxygenation and dead space ventilation in elderly chronic ob-
structive pulmonary disease ( COPD) patients undergoing laparoscopic colorectal surgery. Methods 60 patients undergoing laparoscopic
colorectal surgery were randomly divided into 2 groups (n =30) : dexmedetomidine group (D group) and control group ( C group). D
group received dexmedetomidine 0. 5pug/kg (over 10min) before induction, then 0.3pg/ (kg + h) continuous infusion until the end of
surgery; C group received equal amount of normal saline before inductio. Arterial blood gas analysis were measured when entering the
room (T, ) ,after tracheal intubation(T,) ,30min (T,),60min(T,) after pneumoperitoneum and position. Peak airway pressure (P ),

plateau airway pressure (P, ) and dynamic lung compliance (C,,, ) were recorded at T, ,T, and T, ,at the same time, calculating the rate

dyn

of dead space(V,/V,) and oxygenation index. Results Compared with C group, at T,, T, the oxygenation index of D group significantly

increased (P <0.05, P <0.01),the P, value decreased and the C,, value increased (P <0.05, P <0.01); there is no significant

dyn

difference between the two groups in pH, PaCO, and P . Compared with C group, the V,/V of D group at T, and T, was significantly
decreased (P < 0.05). Conclusion Dexmedetomidine infusion can significantly reduce the intraoperative airway pressure in patients
with moderate COPD, reduce the dead space ventilation rate, further improve lung oxygenation.
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