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Hemodynamic changes of Propofol combined with subanesthetic dosage ketamine during Induction of

anesthesia of traumatic patients

Liu Hongjun , Zhou Zhigiang, Sun Jie, et al. Department of Anes-

thesiology, Nanjing General Hospital of Nanjing Military Command, Nanjing 210002 CH IN A

[ Abstract]

thetic dosage ketamine during induction of anesthesia in traumatic patients. Methods

Objective To investigate hemodynamic changes of propofol combined with subanes-
Sixty traumatic

patiens were randomly divided into two groups, propofol group (groupl ) , propofol combined with

subanesthetic dosage ketamine group ( group Il ), with each group thirty patients.

Anesthesia was

induced with intravenous injection of Fentanyl (2 #g/kg), Midazolam (0 05 mg/ kg) , and Esmeron

(0 8 mg/ kg), then in groupl : propofol (target effect-site concentration 4 ¢/ ml), in group Il : ket-

amine 0 5 mg/ kg and propofol (target effect-site concentration 2 g/ ml)were adminictrated. HR, BP,

CI, SI, SVRI and ACI were monitored. Result

HR was dramatically increased in two groups during

anesthetic induction. SBP, CI,SI, SVRIin groupl were dramatically decreased ( P 0 05). But there
had no statistical difference in group I[. SBP, CI, SI, SVRI in groupl were dramatically decreased

than that in group Il during anesthetic induction (P<< Q. 05). Though they were all decreased, there

were no significant differences between two groups after intubation 1 or 5min. There were no signifi-

cant differences between two groups in HR, DBP, ACI. Conclusion Propofol combined with subanes-

thetic dosage ketamine would keep relative stable hemodynamics during anesthetic induction of trau-

matic patients.
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1 (x*ts)
/ ASA
() () (kg) (m?) (17 1L ) ()
I 14/ 16 31 4+10 8 65 6110 4 1 6840 15 16/ 14 15 5+1. 9
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2 (x*s)
1 min 5 min
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