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Analysis of Related Items of Venous Thromboembolism after Traumatic Fracture of Lower Extremity
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Abstract: Objective To analyze the clinical application of D -dimer, C-reactive protein (CRP) and platelet (PLT) in the detection of venous
thromboembolism (VTE) in lower extremity traumatic fractures. Methods A retrospective analysis of 84 patients with lower extremity bone trauma
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admitted to our hospital from January 2017 to January 2018 was performed. According to the inclusion and exclusion criteria, VT patients were
diagnosed as VTE group (40 cases), and VTE patients were excluded as non-VTE group (44 cases). In addition, the healthy person who came to our
hospital for the same period of time was selected as the control group (40 cases). Three groups of plasma D -dimer, CRP and PLT levels were
compared, and multivariate logistic regression analysis was performed between the different test items and VTE. The receiver operating curve (ROC)
was also analyzed to analyze the VTE diagnosis of each item. effectiveness. Results The positive rate and positive CRP rate of D-dimer in VTE group
and non-VTE group were higher than those in control group, and the positive rate of CRP in VTE group was higher than that in non-VTE group,the
difference was statistically significant (P<0.05).There was no significant difference in the positive rate of D-dimer between VTE group and non-VTE
group (P>0.05). There was no significant difference in the PLT levels between the three groups (P>0.05). Multivariate logistic regression analysis of
patients with lower extremity trauma fractures showed: CRP =20 mg/L,D-dimer=5 mg/L and 3 mg/L<D-dimer<5 mg/L is the risk of VTE Factors,
and the higher the level, the greater the risk. The area under the curve (AUC) for the diagnosis of VTE by D-dimer combined with CRP was 0.857,
which was higher than the 0.815 and 0.702 diagnosed by D-dimer alone and CRP. Conclusion The increase of D-dimer and CRP levels in patients
with lower extremity bone trauma is a risk factor for VTE, and the higher the level, the greater the risk. The combined detection of D-dimer and CRP
levels has a certain clinical value in screening and predicting VTE after lower limb bone trauma, and PLT level detection has no clinical value for the
diagnosis of VTE after lower limb bone trauma.
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