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heroin addicts. Methods: 239 heroin addicts with median withdraval symptoms were randomly assigned to 10— day b
prenorphine treatment group , 14— day buprenorphine treatment group and 14— day methadone treatment group separately
in a I I 2 ratio. All dosing was double— blind and double— dummy. Another 49 heroin addicts with severe withdrawal
symptoms were recruited into an open trial, receiving buprenorphine treatment for 10~ 14 days. Resulis: Buprenorphine
could relieve withdrawal symptoms and the anxiety caused by heroin withdrawal, showing no significant difference conr
pared with methadone. The single dose of buprenorphine reached 6 mg, and maximum daily dose was 18 mg in the first
3 days. The most common adverse drug reaction was corstipation. There was no significant rebound of withdrawal symp
toms after cessation of medication. Condusion: Sufficient dose of buprenorphine was effective and safe in detoxification
treatment for heroin addicts.
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EFFECTS OF SCOPOLAMINE AND PHYSOSTIGMINUM ON SPATIAL LEARNING IN
MORPHINE TRAINED RATS

LI Xinwang , ZHENG Xigeng’, YANG Xiaoyan’, SUI Nan’
l(qumnem o Psycholagy, Henan University, Kafeng, 475001)
2( Institute ¢ Psychology, Chinese Academia f Sciences, Bejing, 100101 )

ABSTRACT Ofjedwe: To investigate the relationship between the deficit of spatial leamning in morphine trained
rats and the function of cholingergic system. Methods: Using Morris water maze task; the rats received drug injed ions( ip)
30 min before testing. Results: Morphine ( 10 mg* kg D) significantly impaired the spatial leamning capabilities; co— ad
ministration of morphine and scopolamine could aggravate the impairment of acquisition process in rats compared with
morphine treatment. Physostigmine wuld atteruate the impairment of spatial acquisition capabilities induced by morphine
administration. Conclusion: Morphine may induce the impairment of the spatial learning and one of the mechanisms is
that morphine induces the function of cholingergic system.
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