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Effect of different anesthetic on inflammatory cytokine balance in early stage of severe scalds in rabbits”

Xiang Jinyi, Xia Jianguo® s Zhang Kun , Jiang Xiaoyang sWang Gang
(Department of Anesthesiology »the Third Hospital of Wuhan City sWuhan » Hubei 430060 ,China)
[Abstract] Objective

vere injury in rabbits. Methods

To explore the influences of different anesthetic on inflammatory cytokine balance in early stage of se-
Fifty healthy New Zealand rabbits were randomly divided into 5 groups(n=10) : control group
(group C),scald control group(group SC), propofol anesthesia group (group P), ketamine anesthesia group(group K), propofol-
ketamine anesthesia group (group PK). All rabbits except group C were suffered from 30 % [l ° TBSA scald,In group P,K and PK,

1

rabbits were constantly infused with total intravenous anesthesia of propofol 20 mg + kg ' » h™! (group P), ketamine 20 mg *
kg ' « h ! (group K),propofol 10 mg * kg ! « h™! and ketamine 10 mg » kg ' « h™! (group PK)for 4 h. The group C and the SC
only underwent fluid infusion. Blood samples were preserved before scald and 1.6,12,24 h after scald. Arterial blood gas and con-
centrations of IL-18,1L-6 and TNF-q in blood serum were determined. Results PaCO, were decreased and PaO, ,Lac were increased
in group SC.P.K and PK,but the level of Lac went up after scald and then tended to be stable,concentration of Lac in group SC,
P,K and PK increased higher than group C (P<C0. 01). Comparison of pH value,Pa0O, ,SO, between group SC and group P,K,PK
did not show statistically significant at each time point(P>>0. 05). The levels of 1L.-18,1.-6 and TNF-a were markedly higher in
group SC,P,K,PK than those of group C(P<C0. 05) ,the serum levels of cytokines were significantly lower in group P,K and PK
than those of group SC(P<C0. 05). Comparison of different anesthetic group, the level of 1L.-18,11.-6 and TNF-a was significantly
lower in group PK than those of group P and K. Intergroup comparison showed significant difference( P<C0. 05). Conclusion The
results suggest that propofol and ketamine anesthesia may effectively inhibit systemic inflammatory response to a certain extent in
early stage of severe scald.
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