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Abstract

We investigated the effect of hepatic artery ligation on glucose and lipid metabolism
in liver after endurance exercise. Hepatic artery ligation did not affect exercise perfor-
mance, and plasma [total-bilirubin], [NEFA] and [TG] after exercise. However, plasma
[glucose] in ligation group was 160 % of nonligation rat after exercise. In ligation group,
liver succinate dehydrogenase (SDH) activity and plasma [total-ketone body] were lower
than those in nonligation rats. These results suggest that the hepatic artery ligation may

accelerate glucose secretion and inhibit ketone body synthesis in liver during exercise.
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Fig. 1 The comparisons between hepatic artely ligation and nonligation rats on blood [lactate] and
[glucose] , plasma [bilirubin], [NEFA], [TG] and [ketone body], liver [glycogen] and SDH
activity immediately after endurance running exercise. Prots show values of all animals, and bers

are means.
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