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combination of these two clinical scores and age-adjusted D-dimer. Results The confirmed PE was 21. 4% with a
low probability( revised Geneva score O ~3 points) 55.4% in intermediate probability(4 ~ 10 points) 85.7% in
high probability( score=11 points) . The prevalence of PE was 33. 3% with a low clinical probability ( Daniel ECG
score <2 points) and 70. 7% with a high clinical probability( Daniel ECG score =2 points) . The sensitivity and
specificity of age-adjusted D-dimer in predicting pulmonary embolism were 92. 3% 69.2% . The area under curve
of the ROC curve( AUC) in the revised Geneva score and Daniel ECG score has no significant difference( Z =
0.979) . The negative predictive value of the revised Geneva score Daniel ECG score combined with D-dimer in
pulmonary embolism were 100. 0% and 87. 5% . Conclusion All of revised Geneva score Daniel ECG score and
age-adjusted D-dimer have certain predictive value on pulmonary embolism and the revised Geneva score com—
bined with age-adjusted D-dimer can be more safely exclude pulmonary embolism.
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Influencing factor analysis for hyponatremia after

actue cervical spinal cord injury
Feng Chengcheng Shen Cailiang Song Peiwen et al
( Dept of Spinal Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To observe clinical features of hyponatremia after acute cervical spinal cord injury( CSCI)
and to analyze its possible influencing factors. Methods 210 patients with CSCI caused by cervical vertebras trau—
ma were selected( including 28 complete injury and 182 incomplete) and 47 cases of controls were selected. The
univariate and multivariate Logistic regression model were used to analyzed the influencing factors. Results 115
cases of acute cervical spinal cord injury patients with hyponatremia ( 54. 76%) of which 26 cases of complete in—
jury (92.86%) incomplete injury in 89 cases (48.9%) significantly higher than the control group ( 6.38%) .
The concentration of serum sodium was lower in the CSCI group than that in the control group( P <0. 05) . The ser—
um sodium of patients with complete CSCI and with incomplete CSCI had significant difference( P <0. 01) . Severi—
ty of CSCI associated infection hypoproteinemia tracheotomy hemoglobin and hematocrit were shown to be high—
ly significant factors for hyponatremia from the univariate analysis. The multivariate analysis revealed that severity of
CSCI and associated infection were potential influencing factors for hyponatremia after CSCI. Conclusion Hy-
ponatremia is a very common complication in CSCI. The severity of spinal cord injury and associated infection are
risk factors for hyponatremia and the severity of hyponatremia is related to injury extent. To reduce the morbidity of
hyponatremia clinicians should focus on the case of hyponatremia in patients with severe CSCI and actively pre—
vent infection.
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