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An experimental study of Tetrandrine ( Tet) for the treatment of acute spinal cord injury in rats AN
Rongze, LUO Chungshan. The Affiliated Haospital of Zunyi Medical College ( Zunyi Guizhou, 563003, China)

[ Abstractl Objective To study the protective effect and mechanism of tetrandrine on acute spinal cord
injury (ASCI) in rats Methods Seventy four Wistar rats both male and female were divided into four groups.
T he spinal cord injury models in rats were produced by 100 g. em force resulted in paralegia by modified Allen’
s technique. Tet was administered before ASCI. One hour or four hours after the traumatic injury, samples of
Tet
decreased significantly calcium concentration and content of MDA, prevented megnesium concentration and

content of SOD from decreasing, stabilized the ratio of & Keto PGFia/T XB; and lessoned the pathologic in-

spinals cord were taken out for biochemical assay and examination of the pathological changes. Results

juries of spinal cord. T he effects w ere similar to that of MP. Conclusion The results of present study suggests
that tetrandrine posseses a protective effects on contused spinal cord in rats, in which the mechanisms include
the ability of dilat ing micro vasculature, ameliorating local microcirculation of injuries spinal cord, overcoming
early posttraumatic ischemia of the cord, preventing the production of relative ox yen metablites, attenuating the
injury of peroxidation, stabilizing the membranaceous structure and reducing the movement of extracellular calk

cium to intracellular spaces, thereby restraining a cascade of secondary injury.
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