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Predictive significance of D-dimer levels in acute cerebral infarction patients receiving thrombolytic therapy JIANG
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Abstract Objective: To explore the relationship between the levels of D-dimer and the efficacy of intravenous throm-

Nanjing Drum

bolysis in patients with acute cerebral infarction. Methods: 100 cases of acute cerebral infarction receiving thrombolytic ther-
apy were selected. Plasma D-dimer levels were measured by Sysmex Cs-5100 automatic detector before intravenous thrombol-
ysis and within 24 h after thrombolysis, respectively, to evaluate whether they were related to the changes of neurological
function recorded as NIHSS score. Results: DNT, sex and NIHSS at admission had significant differences in the improvement
group compared with the deteriorating group (P <0.05). PT, INR, APTT, TT and D-dimer levels in 100 patients before
and within 24 h after thrombolysis had statistically significant differences (P < 0.01 or P <0.05). The levels of D-dimer in
the deteriorating group (30 cases) were significantly higher than those in the improvement group (70 cases), both before
and within 24 h after thrombolysis (P <0.05). Multivariate logistic regression analysis indicated that the significant increase
of D-dimer levels within 24 h after thrombolysis was the risk factor for poor prognosis of acute cerebral infarction patients with
thrombolysis. There was a significantly positive correlation between NIHSS score and plasma D-dimer levels before and within

P<0.01 and P <0.001,

tively). Conclusion; The D-dimer levels within 24 h could be used as a predication indicator for the efficacy of intravenous

24 h after thrombolysis in patients with acute cerebral infarction (r=0.316 and 0. 451, respec-

thrombolysis.
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