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Clinical research of low-dose ketamine on alleviating postoperative hyperalgesia after remifentanil-based anesthesia”
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Abstract: Objective To observe whether low-dose ketamine can alleviate postoperative hyperalgesia after remifentanil-based
anesthesia and to determinate ED;,. Methods Forty ASA [ or ]l patients, undergoing laparoscopic cholecystectomy during general
anesthesia, were randomized block design and allocated to four groups(n=10) : remifentanil(R) group,ketamine(KT)0. 2,0. 4,0. 6
mg/kg group. After induction of anesthesia,anesthesia of R group was maintained with infusion of remifentanil 0. 25 pg/(kg *
min)and propofol 3—4 mg/(kg * min). After induction of anesthesia,KT 0. 2,0.4,0. 6 mg/kg group administatered 0. 2,0. 4,0. 6
mg/kg ketamine. Anesthesia maintenance was the same with R group. The time of awake,extubation and VAS scores(10 min after
trachea extubation) were recorded. ED;, of ketamine on alleviating postoperative hyperalgesia was determined by using probit meth-
od. Results There were no significantly difference at the time of awake and extubation among four groups(P>>0. 05). Compared
with R group, VAS scores of KT 0.4,0.6 mg/kg group were markedly smaller(P<C0. 01). Alleviating postoperative hyperalgesia,
ED,, of ketamine was 0. 25 mg/kg (95%CI,0. 11 —0. 33 mg/kg). Conclusion Low-dose ketamine can alleviate postoperative hy-
peralgesia after remifentanil-based anesthesia and ED;, of ketamine is 0. 25 mg/kg.
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