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Fig. 1.Immunofluorescent staining of nNOS in spinal cord ischemia/
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Fig. 2. Optical density of nNOS in immunofluorescent staining «««eeeeeeeeseeeeees
Fig. 3. Immunofluorescent analysis of nNOS following ischemia/

injury in rat Spinal fore ) a6 HRRR R T TR
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Fig. 1. Immunofluorescent staining of nNOS in spinal cord ischemia/reperfusion
in rat(x400) A: control group shows no different expression of nNOS
between grey matter and white matter B: spilt views(x600) 1) expression
of nNOS in grey matter of spinal cord 2) neuron cell in DIC view ( black
arrows) 3) nucleus of neurons in DAPI staining 4) magnified view of black
box in control group C: central canal
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Fig. 2. Optical density of nNOS in immunofluorescent staining



Fig.

Immunofluorescent analysis of nNOS following ischemia/ reperfusion
injury in rat spinal cord(x600). A: control group B: experimental group
shows more strong expression of nNOS comparing to control group
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ABSTRACT

Expression of neuronal Nitric Oxide Synthase (nNOS)

on Ischemia/ Reperfusion Injury in Rat Spinal Cord

Kwon, Hee Uk
Department. of Medicine
The Graduate School, Yonsei University

(Directed by Professor Kwang Ho Lee)

Background: The aim of this experimental study was to investigate the
expression of nNOS following ischemia/ reperfusion injury in rat spinal
cord.

Methods: Spraque-Dawley rats (250-300 gm) were classified into two
groups according to experimental methods. Control group(n=5) underwent
sham operation. Experimental group(n=5) underwent ischemia by clamping
the abdominal aorta just below the left renal artery and the abdominal
aorta just above the aortic bifurcation for 20 minutes followed by 20
minutes reperfusion.

The spinal cord was obtained 7 days after operation. The expression of
nNOS was examined in gray and white matter using confocal microscope
and Image Analyzer.

Results: There is no difference in nNOS expression of nNOS between gray

and white matter in control group. Experimental group showed higher

_14_



levels of nNOS expression compared to the control group (p<0.05).

Conclusions: In this study, we show that nNOS expression increases in the
rat spinal cord after ischemia/reperfusion injury and these results suggest
that overproduction of NO may play a role in progressive nerve cell

damage.

Key words: ischemia/reperfusion injury, nNOS, spinal cord
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