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The antagonizing effect of propranolol on ACTH-facilitated

acquisition of conditioned avoidance response in rats
Zhang Guanghui,Zhang Changcheng,Luo Quansheng (Department of Physiology , Third Military Me-

dical College ,Chongqing, 630038)

Abstract The role of beta-adrenoceptors in acquisition of learning facilitated by ACTH was

observed when the conditioned avoidance response in a shuttle-box was employed as an index of

acquisition of learning in rats. The findings were as follows: (1) The conditioned avoidance re-

sponse increased after behavioral training in a shuttle box was more pronounced in the ACTH

group than in the normal saline group ( P <C0. 01). (2) The acquisition of conditioned avoidance

response facilitated by ACTH was markedly antagonized by propranclol ( P <C0. 01), while the

conditioned avoidance response of the normal saline group remained unchanged after the adminis-

tration of propranolol. These findings imply that the beta-adrenoceptors in the brain participate in

the acquisition of learning facilitated by ACTH.
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