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Effect of different selective cyclooxygenase
inhibitors on remifentanil-induced hyperalgesia

ZHOU Dexiang, XIONG Shuangbao, XIONG Xiong
( Daye People’s Hospital , Daye, Hubei, 435100)

ABSTRACT: Objective To explore the effect of different selective cyclooxygenase inhibitors
on remifentanil-induced hyperalgesia after operation. Methods A total of 60 patients received hys-
terectomy under general anesthesia with remifentanil were randomly divided into group A (iv. pare-
coxib 40 mg) and group B (iv. ketorolac tromethamine 30 mg). The visual analogue scale (VAS)
of postoperative 15 min, 30 min, 4 h, 8 h, 12 h, 24 h and postoperative analgesic demand were
recorded. Results The VAS scores of postoperative 15 min in group A was lower than that in
group B (P<0.05). The PCA press frequency and drug consumption in group A were significantly
higher than those in group B(P <0.05). Conclusion

before anesthesia induction can be more effectively inhibited remifentanil-induced hyperalgesia than

Intravenous injection of parecoxib sodium

ketorolac tromethamine.
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