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EFFECTS OF HALOTHANE ON THE CONTRACTIVE FUNCTION AND ATP

CONTENT OF ISCHEMIC PRECONDITIONED RAT HEARTS

Wang Jun,Zeng Yinming, Li Hong;et al
(Institute of Anesthesiologic Medicine: Xuzhou Medical College: Xuzhou: Jiangsu 221002, China)

ABSTRACT Objective To study the effect of halothane (Hal) on the cardioprotective effect of is-
chemic preconditioning (IP ). Methods The experiments were performed on the isolated Langendorff rat
heart model- The heart - after 20 min of equilibration.was preconditioned by giving two 9 ~min periods of is
chemia separated by 10 min of reperfusion- To produce reperfusion injuries: the hearts were subjected to 25 min
of ischemia followed by 30 min of reperfusion- The protective effects of 1. 5% Hal and the combination of Hal
and IP on the hemodynamic recovery and ATP content in rat hearts were evaluated- Results Both IP and Hal
had definite protective effects against ischemia/reperfusion injury in rat hearts-But the combination of Hal to
IP produced no additive effect on the recovery of contractive function ( P —>0.05). At the end of reperfusion,
the coronary flow and the ATP content in the combined Hal and IP group were higher than the IP group ( P

<20.01). Conclusion Hal can help IP to improve the recovery of myocardial ATP resynthesis during reperfu-
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