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Role of nitric oxide in cerebral ischemia reperfusion injury in rats

YIN Chang-lin, XIONG Jian-qong, ZHANG Yuarjun, WEN lLiang (Depattment of FEmergency Service, Southwest Hospitab Third
Military M edical Univesity, Chongging 400038, China)

Abstract. Objective To explore the wle of nitric oxide (NO) in the brain injury in the rat model
of reperfusion 20 min after cerebral ischemia. Methods —Fighty-four male Wistar rats (weight 220 420
g) were randomized into control group (7= 12) and ischemia group (n=72). The rats of ischemia
group were established with Pulsinelli’ s method and killed at the time points of 8, 24, 48, 72, 96, 168
h afier reperfusion. The neuron specific enolase (NSE) level in serum, the NO content and the pyramidal
neuon (PN) density of CA1 area in the hippocampus were determined mespectively. Results  (DThe
NO content in the hippocampus increased significantly at the 48th h (P<{0.0l), reached a peak at the
72nd h (P<<0.01), decreased gradually from the 96th h (P<T0.05) and fell to the level of conirol
group at the 168th h after eperfusion. @The NSE level in serum was significantly higher in ischemia
group at every time points than in control group (P<<0.01). @The PN density in CA1 area of the
hippocampus decreased in ischemia group and was significantly lower in this group than in the control (P
<20.01). It was only 22. 8% of that of the control at the 168th h after reperfusion. @ In ischemia
group, the NO content in the hippocampus had lirear correlation with the change of the serum NSE level
(r=0.9022, P<<0.01). Conclusion NO plays an important wle in cerebral ischemia reperfusion
and is an important factor which contributing to delayed neuwnal death in CA1 area of the hippocampus.
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Tab 1 Changes of the content of NO in hippocampus plasma NSE level and hippocampal PN

NSE CA1 PN

density of CAl subfield in brain after cerebral ischemia- reperfusion

Time after 20 min cerebral ischemia reperfusion(h)

Group Control
8 24 8 2 96 168
Content of NO (pmol/ mg) 19.5+3.7 21.242.5 D.5E54  52.248.1% 545459 32.3+6.9° 19.443.7
Phsma NSE level(ng/ ml) 6.87+1.8 42.34+11.57 .3419.777138.3£32.4 " 144.1£32.27 87.5£15.27 37.8+15.27
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