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Fig 1 Influences of L—No—Arg and L— Arg on the slope of fEPSP in hippocampal area CA1 when CS(pattern A) was used
A: Control ACSF; B: L—No—Arg; C: L—No—Arg+L~—Arg; D: Effects of L—No— Arg and L— Arg on the slope

of fEPSP
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Fig 2 Influences of L—~No—Arg and L —Arg on the slope of fEPSP in hippocampal area CA1 when CS (pattern B) was used

A: Control ACSF; B: L—No—Arg; C: L—No—Arg+L—Arg; D: Effects of L—No—Arg and L —Arg on the slope

of fEPSP
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Fig 3 Influences of Hb on the slope of fEPSP in hip-
pocampal area CA1 when CS(pattern A) was used
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Fig 4 Influences of SNP on fEPSP in hippocampal area
CA1l
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Study of NO effects on long-term potentiation in hippocampal slices in

rats

Hu Zhi'an, |Luo Dongming|, Liu Zuozhou (Department of Physiology, Third Military Medical University, Chonging,

630038)

Abstract The effects of nitric oxide (NO) on the long-term potentiation (LTP) of CAl area evoked

with 2 differently conditioning stimulations (CS) were investigated on the hippocampal slices of rats. Pattern

A CS was composed of 2 times of 100 Hz 100 pulses were given with a minute interval at maximal intensity
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and pattern B CS was composed of one time of 100 Hz 100 pulses at 60% of maximal intensity. LTP evoked

with 2 patterns of CS showed no significant difference. Administration of L—No—Arg (100 nmol/L), a NO

synthase inhibitor, blocked the production of LTP when pattern A or pattern B CS was used. This blockage

was abolished by L — arginine (1 mmol/L), a NO precursor, or hemoglobin (100 nmol/L), a NO scan-

venger. Meanwhile, the LTP evoked was remarkably attenuated. After exposure of the hippocamplal slices

to nitroprusside (1 mmol/L), field EPSP was suppressed. These findings suggest that NO is responsible for

the production of LTP and acts as an important messenger. However, exogenous NO can suppress the effi-

ciency of snaptic transmission in certain conditions.

Key words nitric oxide; hemoglobin; long-term potentiation; hippocampus
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Study on the effect of nitric oxide and nitric oxide synthases in acute lung

injury
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