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Changes of SDH and ACP activities in spinal motoneurons -

after ventral cord compression in rabbits

Li Fang, Liu Liansheng, Chen Hengsheng, et al (Research Inmstitute of Field Surgery., Third

Military Medical College, Chongqing, 630042)

Abstract

The changes of the activities of succinic dehydrogenase (SDH)

and acid phosphatase (ACP) in spinal motoneurons after ventral cord compres-

sion were observed with microphotometry in 15 rabbits,

The first lumbar seg-

ment of the spinal cord was compressed epidurally with 50g weight for one
minute, It was found that statistically significant changes of both SDH and ACP
took place immediately and 2 hours after cord compression (P<0,001) : the
mean absorbance value of SDH decreased from 0.34 to 0,33 and 0,31, and that
of ACP increased from 0,45 to 0,54 and 0,57, The findings suggest that there
was progressive damages to the mitochondria and lysosomes of the spinal moto-

neurons after ventral compression,
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