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Comparative study of NO expressions with different types of brain injury in

rats

LI Hong-li, CAI Wen-qgin, DENG Xiao-lin, ZHAO Shi-fu (Depatment of Histology and Embryology, Third Military Medical University,
Chongqing 400038 China)

Abstract: Objective To study the changes of NO expression in rats after brain injury . Methods
Three types brain injury model were established in rat including cerebral cortex stab wounds, transient
global brain ischemia/ reperfusion (IR) and brain hypoxia (5 000 m above sea level). The expression of
NO and its cell sources were studied with NADPH-d (NDP) histochemistory, iNOS with in situ hy-
bridization and image analyzer after the brain injuries. Results NDP positive cells mainly distributed in
the hippocampus, the PVZ and increased to its peak in number on 5 ~7 d after the stab, while in IR
group, they mostly located in the temporal cortex, the hippocampus and the PVZ with the peak on 1 ~3
d after injury. In hypoxia group, a transient increase of the positive cells was found at 2nd d after the in-
jury and then returned to the control level. Most NO was expressed in neuron-like cells, astrocyte-like
cells and less in endothelium-like cells. Conclusion After brain injuries, the temporal and spatial dis-
tribution of NO were expression are different in different types of injury and the cell type expressing NO might vary.
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Tab 1 Number of NDP positive cell of different groups and time in rat( r— 120 x )
Type of wound Group 1~34d 5~74d 10~ 14 d 30d Cont ol
Stab wound Cortex 4.8+1.8 68+1.3" 6.4%+1.5" 4.8%1.4 3.4%11
Hip 6.0+3.9 14.2+1.9™ 10. 843.2 8.615.3 7.8+3.1
PVZ 34.249.2 91.8+7.3" 67.0+16.3 " 59.2+16.1° 2.046.7
IR Cortex 11.0+2.1 " 4.8+2.3 4.442.3 5.2+2.4
Hip 19.5+£5.3 13.44+1.37 11.61£2.7 12.0+3.8
PVZ 104. 7420.9 * 59.2+16.4 4.87410.2 34.2+6.6
Hypoxia Cortex 4.442.9 26+1.1 3.042. 4
Hip 9.0£2.1 58%1.9 6.9142.6
PVZ 38.843.2 12.0£4.7 28.242. 1
*, P<_0.01, **; P<<O0.05 vs control
NDP , 5~14d, NDP
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1 / 1d (1) (TEMX 8 900)
Fig 1 Neuropils swelled and enlarged 1 d after IR ( A)  (TEMX 8 900)
2 5d NDP . h (NADPH-dX 200)
Fig 2 NDP positive cells of PVZ increased and with long( *) or short( A processes 5 d after stab  (NADPH-dX 200)
3 / 3d NDP s s
1 (%) (NADPH-dX 200)

Fig 3 NDP positive cells around PVZ increased obviously 3 d after IR, cells stained lighdy with
no process or aly one short process( ) (NADPH-dX 200)
4 5d NDP . hH (ISHX 200)
Fig4 NDP positive cels of PVZ increased with long( *) or short( &) processes 5 d after stab (ISHX 200)
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