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Mechanism of Axonal Injury in Nonlesion Areas of Spinal Cord of Monkey with
Chronic Experimental Allergic Encephalomyelitis

WANG Dun- jing, HU Xue- giang, LU Zheng- qi
( Department of Neurology, The Third Affiliated Hospital, SUN Yat- sen University, Guangzhou 510630, China)

Abstract: Objective To investigate axonal injury and its mechanism in the nonlesion areas of multiple scler-
osis (MS). Methods Firstly, magnetic resonance imaging was performed on 8 monkeys with chronic experimental
allergic encephalomyelitis (EAE). Secondly, all of them were killed and slices from their No.3- 4 cervical segment
were stained with haematoxylin- eosin (HE) for inflammatory cells, modified Bielschowsky sliver impregnation and
neurofilament immunohistochemical staining for axons, double staining for the apoptotic oligodendrocytes. Mean-
while, axonal density and apoptotic oligodendrocytes were detected.
loss of myelin sheath were not detected in the No.3-4 cervical segment,
apoptotic oligodendrocytes. The mean axonal density ranged from 1900 to 3232 per unit area,

oligodendrocytes from 1.5 to 5.167 per one high power field.

axonal injury in the nonlesion areas of EAE and MS maybe include the apoptosis of oligodendrocytes,

Results

inflammatory cells. The loss of myelin sheath is not the prerequisite of axonal injury.
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