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The effects of expression of NR1,NRZA subunit in heroin addicted rats of hippocampus CA3 area
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Abstract ; Objective

hippocampus CA3 area. Methods

To observe the effects of expression of NMDA receptor NR1,NR2A subunit in heroin dependent rats of
40 SD rats were randomly divided into four groups: Heroin Addiction Group, Heroin+ MK801
Group, Heroin Abstinence Group and Control Group. The expression of NMDA receptor NR1 subunit mRNA were semi-quantita-
tively determined by reverse transcription-polymerase chain reaction (RT-PCR). Results Compared with Control Group,the NR1
expression in the other three groups significantly increased( P<C0. 05). NR1 expression in Heroin Addiction Group was higher than
Heroin+MK801 Group and Heroin Abstinence Group(P<C0. 05). There was no statistically significant difference between Heroin
+MK801 Group and Heroin Abstinence Group(P>0. 05). Compared with Control Group, Heroin+ MK801 Group’s NR2A ex-
pression reduced(P<C0. 05) , Heroin Abstinence Group’s NR2A expression increased( P<C0. 05) ,no significantly difference was ob-
served in Heroin Addiction Group(P>>0. 05). Conclusion Heroin addiction causes NR1 expression increase in hippocampus CA3

area of rats. The CA3 area NR2A expression ascended in Heroin Abstinence Group but reduced in the Heroin rats administrated

with MKS801.
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eI M T2k . NR2A WL A BE MY sl A7 ThfE o, R
FNR1 & ARERIMEIE M. NMDA Z & & i NR1 1% />
— B NR2 f W0 3 44 5 1 5 36 3R 44, Hof NR1 2 41 i NMDA
A 38 TE Y AR L B, R A R B T BB B L T NR2
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