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Effects of nitric oxide on NCAM production during LTP induction in hippocampal slices
HU Zhi-anl, CHEN Baj—ChengZ, LI Haj—dil’ LUO ,]unl ('Department of Physidlogy, College of Medicine, Third Military Medical Uni-
vemsity, Chongqging 400038; 2Depaﬂm9nl of Anesthetics, No. 333 Hospital of PLA, Nanning 530002, China)

Abstract: Objective To observe the effects of NM DA receptors and nitric oxide (NO) on neural cell ad-
hesion molecule (NCAM) synthesis during hippocampal long-term potentiation (LTP) induction in vitro. Meth-
ods LTP induction and maintenance were tested by using extracelluar electrophysiological recording. The syn-
thesis of NCAM pmotein was detected by Western blotting. Results  Application of conditioned stimulation in-
duced LIP and a rise in NCAM at 10 min. NCAM protein level continued to rise while LTP remained stably at 60
min. The NMDA receptor inhibitor AP-5 and the NO synthase inhibitor N-nitro-arginine inhibited the LTP induc-
tion and the increase in the NCAM synthesis. Conclusion The changes in NCAM synthesis during hippocampal
LTP induction in vitro may be involved in NMDA receptors and NO.
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Clinical observation of 26 cases of artificial lens implantation with new flexible open-
loop anterior chamber lens technique
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