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=ABSTRACT=

Effect of Methylprednisolone on the Lactate Metabolism in
Experimental Spinal Cord Injury

Kyu Man Shin, M.D.

Department of Neurosurgery, Ewha Womans University, College of Medicine

This study was undertaken in order to define the beneficial action of methyl-
prednisclone sodium succinate on the lactate metabolism in injuried spinal cord.

The spinal cord was exposed by dorsal laminectomy from L2 to L5 under the
operating microscope. A 400gm—cm injury was produced at the L2 vertebral
level of the cord. The lactate content peaked at 2 hours of the injury, and rem-
ained significantly elevated for 8 hours compared to uninjuried normal cord.

The changes of tissue lactate in the spinal cord following injuryare consistent
with marked reduction in blood flow in the injuried spinal cord tissue followi-
ng blunt contusion trauma. The elevation in lactate observed at 1 hour, 2 hour
and 4 hour after the injury were prevented by intravenous administration of si-
ngle 30mg /kg dose of menthylprednisolone at 30 minutes after the injury. The
results suggest that the beneficial effect of the intravenous administration of a 30

mg/kg dose of methylprednisolone may improve blood flow to the injuried tissue
of spinal cord. ‘
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Table 1. Concentration of lactate
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condition untreated 1 hour P. L

2 hour P. L
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of card uninjuried untreated treated untreated treated untreated treated untreated treated
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Values are means + SEM.

# :Significantly different from untreated normal values(P < 0.05)
#*:Significantly different from injuried untreated values (P<0.05)
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Fig. 1. Concentration of Lactate.

Values are means and vertical bars denote
the standard error of the mean.
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