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Acute injury of the cervical spinal cord without fracture and dislocation CHEN Wei , WANG Jincheng , GAO
Zhongli ,et al . China-Japan Union Hospital of Jilin University(Jilin Changchun ,130031, China )

[ Abstract] Objective To investigate the characteristics of acute injury of the cervical spinal cord without
fracture and dislocation Methoeds Retrospective study of 33 cases with acute injury of the cervical spinal cord
without fracture and dislocation for the analysis of the neurology, X-ray and MRI. Results 8 cases were com-
plete spinal injury and 25 cases partial injury.21 cases have vertebral degeneration(15 cases with spinal canal
stenosis accompanied with osteophyte, 6 cases with the ossification of the posterior longitudinal ligament). Cs
spinal canal Pavlov rate was smaller than 0.8 in 3 cases, and the spinal cord was compressed in 30 cases. 25
cases appeared as soft tissue injury around spinal. Conclusion The most important inducement for acute injury
of the cervical spinal cord without fracture and dislocation is degeneration of the cervical vertebrae and verte-

bral stenosis. The compression of the spinal cord is the main etiology. MRI is benefit for the detection of the

position and mechanism of the spinal cord injury.
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