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Effects of Different Infusion Methods of Dexmedetomidine on Hemodynamic Responses in Cerebral Aneurysm Patients with Hypertensive dur-
ing Anesthesia Induction. Li Juan, Chen Yu, Yang Lu, et al. Department of Anesthesiology, Navy General Hospital, Beiyjing 100048,
China

Abstract Objective To explore the effects of dexmedetomidine different infusion Methods on hemodynamic responses in cere-
bral aneurysm patients with hypertensive during anesthesia induction. Methods Totally 72 cases of patients were selected in our hospital
who diagnosed with intracranial aneurysms and be treated by surgical from Mar 2014 to Oct 2014, according to random number table were
randomly divided into the right mi fixed vein pump injection group (DC group, n =24), the right beauty mi order time intravenous injec-
tion group (DS group, n =24) and the control group (group C, n =24). Before anesthesia induction, DC group patients received
0.3ug/ (kg - h) dexmedetomidine continues puming until 20min before the end of the operation. DS group patients were admillistered in-
travenous at a total of 1 wg/ (kg + 10min) which dissolved in 20 ml saline; group C patients were admillistered intravenous the same amount
of saline as DS group. Pump injection time was 10min, and other anesthetics were equalized. Systolic blood pressure ( SBP) , diastolic
blood pressure( DBP) ,mean arterial pressure and heart rate( HR) were monitored and recorded at 3 minutes after lying on table(T,) ,be-
fore intubation(T,) ,immediately and 3min utes after intubation( T, ,T, ). The differences between the maximum and the minimum of SBP,
DBP, MAP and HR were calculated in these time points as fluctuation values,named as ASBP, ADBP, AMAP and A HR. Nitroglycer-
in, ephedrine and atropine usage were recorded during anesthesia induction. Results These was no statistically significant difference in
baseline data among the three groups patients. ASBP, ADBP, AMAP and A HR in group DS(12.2 +5.8mmHg,14.2 +7.4mmHg,25.4
+9.2mmHg,12.6 +6. 8times/min) were lower than those in group C(42.4 +13.6mmHg,26.5 +8.3mmHg,30.6 +11.2mmHg,30.2 +
10. 3times/min,P <0.05). As well as ASBP, ADBP, AMAP and AHR in group DC(32.2 +10. 7mmHg,16.6 +7. 4mmHg,21.8 +
8. 6mmHg,12.6 +6. 8times/min) were lower than those in group C(P <0.05). Conclusion Dexmedetomidine 1pg/kg injected before
anesthesia induction, which could prevent intubation reaction, and provide more stable hemodynamics,is particularly applicable for anes-
thesia induction in patients with cerebral aneurysm and hypertension.
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