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Effects of intrathecal injection of NOS inhibitor on the expression of phospho-CREB
in spinal cord of morphine-induced withdrawal rats
Liu Hailin , Zhang Yue” , Zheng Guolong
(Department of Anesthesiology s1st Hospital of Huai'an ,Af filiated Hospital of Nanjing
Medical University , Huai'an , J iangsu 223300, China)
Abstract: Objective  To explore the effects of intrathecal injection of NOS inhibitor L-NAME on morphine withdrawal re-
sponse and the spinal phospho-CREB expression in morphine-induced withdrawal rats. Methods Morphine dependence and with-
drawal models were developed. 72 SD rats were divided into 4 groups: control group, dependence group, withdrawal group, L-
NAME group, 18 rats for each group. Praxiologic assay (#=28), immunohistochemical method (n=6) and Western-blotting tech-
nique (n=4) were used to evaluate morphine withdrawal response and the expression of phospho-CREB in the spinal cord. Results
The results showed that intrathecal injection of NOS inhibitor significantly alleviated morphine withdrawal symptoms. Morphine
withdrawal scores in L-NAME group(22. 1044, 52) were significantly lower than that of withdrawal group(28. 60=+4. 89) (P<C
0.05); TEA score of withdrawal group was (13.50+2.55), which was significantly higher than that of L-NAME group (9. 80+
3.11,P<C0.05). Phospho-CREB positive neurons in the spinal dorsal horn of withdrawal group were 380+71, which was higher
that of L-NAME group (283447, P<C0. 05). Compared with withdrawal group, level of phospho-CREB protein detected by West-

ern blot in spinal cord of L-NAME group were significantly lower. Conclusion

pression of phospho-CREB in spinal cord.

The NOS inhibitor can significantly suppress ex-
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