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Abstract

Objective: To epidemiologically investigate the retrospective—data—based serum apolipoprotein A-I (ApoA-I) levels
in Chinese adults with spinal cord injury (SCI) and compare the differences among different subgroups for explor—
ing the possible mechanism and clinical significance of ApoA-I differences.

Method: A total of 2240 SCI patients who admitted into China Rehabilitation Research Center (CRRC) for reha—
bilitation therapy from Jan 2004—Dec 2010 were investigated. ApoA—I was measured by standard laboratory method.
Result: Female SCI patients showed higher ApoA-I levels than male SCI patients, and paraplegic patients
showed higher ApoA-I levels than tetraplegic patients. Male SCI patients' ApoA-I level was correlated positively
to age and duration of SCI, but female patients did not.

Conclusion: ApoA-I levels were significantly different between paraplegias and tetraplegias, so were between
male and female patients. The differences maybe resulted from estrogen protection effect and differences of exer—
cise capacities.
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