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Effects of Injection Dose and Pattern on Locomotor Sensitization to Morphine in Rat

CAO Dong, CAO Jun, HAO Wei, XU Lin
Mental Health Institute ,Second Xiangya Hospital , Central South University , Changsha 410011, China
[Abstract] Objective: To study the effects of different doses and patterns of morphine injection (s.c. once per day or s.
c. thrice per day) on locomotor sensitization to morphine in Sprague—Dawley rat. Methods: 40 male Sprague—Dawley rats
were randomly assigned to five groups (n=8 per group): Saline group (saline, 1 ml/kg, s.c. once per day), Morphine groups
(morphine, s.c. once per day, Mor—1: 1mg/kg; Mor-2: 3mg/kg; Mor—3: 10mg/kg.) and Mor—4 group (morphine, 10mg/kg, s.
c. thrice per day ). Each rat was treated with saline or morphine for 7 days and locomortor activity was measured every two
days. 7 days after saline or morphine treatment, all groups received a challenge injection of morphine (3mg/kg, s.c.) and
locomortor activities were tested immediately after injection. Results: Locomotor sensitization to morphine developed and
expressed successfully in morphine groups (morphine, s.c. once per day) and expression of locomotor sensitization in Mor—
4 group was suppressed. Conclusion: Low dose of morphine enables to induce sensitization of incentive salience
attribution to the compulsive drug-seeking. Thus drug taking, even of low dose, is not encouraged to try. Intermittent
morphine treatment once per day facilitates the expression of locomotor sensitization compared with morphine treatment
thrice per day, which implicates that negative reinforcement may be a candidate mechanism underlying locomotor
sensitization.
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